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THE STATUS OF FOOD POISONING IN RELATION TO 
OPHTHALMOLOGY 


M. Swas, M.D. 
OMAHA 


Rats, rabbits, guinea pigs, and dogs were injected subcutaneously with botulinus toxin; 
cocks were injected intramuscularly; cats received subconjunctival instillations and injec- 
tions into the anterior chamber; and pharmacological experiments were made upon nerve- 
muscle preparations from frogs and some other animals. The three specific strains of 
botulinus toxin were employed. From histological studies of tissues from poisoned animals, 
as well as from the pharmacological experiments, it is concluded that the toxin of Clostridium 
botulinum is a protoplasmic poison to peripheral nerve and striated muscle tissues, being more 
selective in its effect upon the former. It is probably also a general protoplasmic poison. The 
tissues in which pathological changes were found post mortem included the optic nerve and 
optic tracts, the retina, the choroid, and some structures of the anterior segment. Read be- 
fore the Colorado Congress of Ophthalmology and Otolaryngology, June 28 and 29, 1929. 


That food poisoning can bea cause of linus toxin. It is premised that the 


ocular symptoms has been recognized 
for many years. The knowledge of this 
possibility was quite common among 
physicians even before the study of the 
principles of bacteriology had become a 
prescribed course in medical training. 
In reviewing the earlier explanations of 
the causes of acute poisoning from de- 
cayed or decaying food we come upon 
the statement that the food contained 
ptomaines. This was the usual verdict 
in the past. In our day this theory of 
ptomaine poisoning has no supporters 
among bacteriologists, epidemiologists, 
and public health workers. 

It is now generally accepted that 
most of the acute infections that follow 
the ingestion of spoiled food result 
from two microorganisms of the para- 
typhoid group, namely, the bacillus aer- 
trycke and the bacillus enteritidis. 
Some of the paratyphoid group are cap- 
able of producing a toxin that is as viru- 
lent when taken into the body as the 
organisms that cause it. Obviously 
food poisonings may be of two kinds, 
infections and intoxications. Of the 
various sources of intoxication from 
food poisoning, this paper will discuss 
but one, owing chiefly to its relation to 
ophthalmology. This is botulism. 

Botulism is usually regarded as the 
result of eating food that contains botu- 


food contained bacillus botulinus as a 
contaminant and that a toxin was 
formed in the food before it was con- 
sumed. There are three recognized vari- 
eties of this anerobic organism, desig- 
nated as types A, B, and C, each of 
which produces an individuaHy charac- 
teristic toxin. 

Observers have pointed out that ba- 
cillus botulinus can and does produce 
toxin within the body. This was shown 
by the experiments of Coleman and 
Meyer". They fed quantities of the tox- 
in-free spores of Clostridium botulin- 
um to animals and succeeded in pro- 
ducing symptoms of botulism, which 
in some cases resulted fataliy. Of the 
food poisons that produce acute infec- 
tions or acute intoxications the toxin 
of Clostridium botulinum is the only 
one that causes ocular symptoms. Van 
Ermengem? recorded these as follows: 
“The botulinus syndrome consists es- 
sentially of a collection of neuroparaly- 
tic symptoms: a more or less complete 
external and internal ophthalmoplegia 
(ptosis, mydriasis, paralysis of accom- 
modation, diplopia, internal strabis- 
mus).” 

As Van Ermengem was not an oph- 
thalmologist it is not surprising that 
he did not discuss other ocular lesions. 
It is a compliment to his powers of ob- 
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servation that the syndrome given by 
him has not been changed when the 
field was confined to a mere external 
examination of the eyes. In 1920 de 
Saint-Martin® reported four cases of 
optic nerve and retinal pathology in 
botulism. According to Ball* the ex- 
istence of optic nerve and retinal 
changes in botulism was denied by 


Uhthoff. On this point it is only fair 
to state that Uhthoff® wrote as follows: 
“The ocular disturbances were always 
bilateral. In how far one is justified in 
speaking of a true amblyopia, in the 
sense of a material disease of the optic 
nerves and of the retina, appears very 
doubtful even today. At all events, 
positive ophthalmoscopic and anatomi- 
cal findings in this respect have so far 
not been made. One is justified in all 


Fig. 1. (Swab). Botulinus poisoning. Low power view showing massive interrupted in- 
filtration of the choroid. Xx 95. 


cases in tracing the visual disturbances 
mentioned solely to pupillary and ac. 
commodative anomalies. On the other 
hand, the statements of several authors 
about transitory amblyopias, even 
though with negative findings, are go 
positive (Cohn and others) that one 
can hardly doubt the occasional occur- 
rence of actual impairment of the visual 


x 


acuity. It must, however, be regarded 
as an exceedingly rare occurrence.” 
The Journal of the American Medical 
Association® states that in. the United 
States and Canada from 1899 to 1928, 
one hundred and fifty-six outbreaks 
have been recorded with a total of five 
hundred and twenty-nine cases. Fifty- 
nine of these have been proved bacteri- 
ologically and toxicologically. It is ap- 
parent from the statistics that many of 
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the cases reported on clinical evidence 
glone are open to question. Seelye’s 
cases, referred to by both Uhthoff* and 
Dickson’ in their discussion of this sub- 
ject, were not cases of botulism. The 
patients had been poisoned by roast 
turkey. From the remnants of the tur- 
key Seelye* made an aqueous extract. 
After dropping some of this solution 


wherein the chief lesions were situated 
in the ganglion cells of the motor nuclei 
of the cranial nerves. In essentials these 
conclusions were approved by Kempner 
and Pollack *° in 1897, by Ossipoff™ in 
1900 and by Romer and Stein’ in 1904. 
Van Ermengem’s review of the work 
of these experimenters is briefly as 
follows: It produces a cloudy fatty de- 


Fig. 2. (Swab). 


into his eye he observed a definite my- 
driatic effect. It will be shown in the 
text of this paper that such an effect 
can not be produced even when undi- 
luted botulinus toxin is instilled into the 
conjunctival sac. 

Soon after the discovery of the bacil- 


_ lus botulinus, Marinesco®, made histo- 


logical studies of animals that had been 
fatally poisoned with botulinus toxin. 
He concluded that botulism was a di- 
Sease of the central nervous system 


Botulinus poisoning. Perivascular infiltration of the iris. 


200. 


generation of endothelium, of the sec- 
retory cells of certain glands, of stri- 
ated muscle fibers, of the anterior horn 
cells of the cord, pons, and medulla, and 
of the motor ganglion cells in the mid- 
brain. There is an increase of neurog- 
lia and a degeneration of the Nissl bod- 
ies. 

Romer and Stein’’, selecting monkeys 
for their experiments, reported definite 
pathological changes in the nucleus of 
accommodation. The changes consisted 
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in tigrolysis and pyknosis of the cells, 
with partial absence of the Nissl gran- 
ules, uneven staining properties, and 
irregular cell structure with eccentric 
or absent nuclei. They explained all 
of the third nerve lesions upon the basis 
of the nuclear pathology. As their work 
represented a large and technical piece 
of research and was approved by other 


search students of botulism is Dickson, 


whose work and writings upon the sub. 


ject are freely quoted in the literature, 
In the course of extensive experimenta- 
tion Dickson and Shevky™ stated that 
the lesions of botulism were not of cen- 
tral distribution but were peripheral. 
They arrived at this conclusion after 
they had been able to. cause pupillary 


Fig. 3. (Swab). _— poisoning. High power view of degenerating ganglion cells 


in the retina. & 175 


European physicians their conclusion 
was generally accepted until 1914. 
About that time Wilbur and Ophiils*’, 
in reporting the pathology of a human 
case, declared that “the nuclei of the 
ganglion cells are perfectly normal”. 
Observing marked thrombosis of the 
cerebral vessels, they were of opinion 
that the symptoms of botulism de- 
pended upon vascular changes. 
Prominent among the American re- 


response in cats with botulinus-par- 
etic pupils. This phenomenon was ac- 
complished by means of a small elec- 
trode held in contact with the third 
nerve, the animal in each case having 
been partially decerebrated. 

Edmunds and Keiper”® conclude 
from their studies that “all essential 
symptoms of botulism can be explained 
by a more or less curare-like paralysis 
of the endings of the motor nerves to 
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the voluntary muscles, including the 
diaphragm, and by a more or less com- 


_ plete paralysis of the parasympathetic 


nerve endings”. 

The studies embraced in the present 
report were begun with the view of de- 
ciding whether or not there are ocular 
Jesions in botulism. As the work pro- 
gressed the material grew in abundance 


and it was decided to make as much use 
of it as possible. Owing however to 
lack of time much of the scheduled work 
has not as yet been completed. In the 
experiments herein discussed the ma- 
terial used was as follows: seven dogs, 
six cats, nine rabbits, three guinea pigs, 
five white rats, three cocks, and ap- 
proximately thirty frogs. The rats, rab- 
bits, guinea pigs, and dogs were inject- 
ed subcutaneously with botulinus tox- 
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in; the cocks were injected intramuscu- 
larly; the cats were used for conjunc- 
tival instillation and injection into the 
anterior chamber; the frogs were util- 
ized in furnishing nerve-muscle prep- 
arations for pharmacological experi- 
ments. Other animals not included in 
these figures were two rabbits, two cats, 
and one dog used for the purpose of 


rig. 4. (Swab). Botulinus poisoning. Degenerating ganglion cells in the midbrain. 
X 500. 


obtaining nerve-muscle preparations of 
the extraocular muscles and ciliary 
nerves. By utilizing the homologue of 
the external rectus muscle in a cat this 
preparation was obtained once, but it 
was not well suited to the purpose. 
The three specific strains of botu- 
linus toxin were employed; namely, 
types A, B, and C. The experiments 
were conducted in the department of 
ophthalmic research and pathology of 
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the medical school of the University of 
Colorado and in the department of 
pharmacology of Creighton medical 
college. A report*® of these studies has 
already been made, but as it has not yet 
been published I shall borrow freely 
from its text. 

In the case of the rabbits, dogs, white 
rats and guinea pigs the intoxication 


many instances where death was im- 
minent the eyes were enucleated under 
ether. This even in small amounts 
brought about the end and facilitated 
immediate removal of the brain. 
There was no apparent relation be- 
tween the symptoms of salivation and 
excessive lacrimation in the dogs, as 
suggested by Edmunds and Keiper. 


Fig. 5. (Swab). Botulinus poisoning. Low power view showing marked disintegration 


of the ganglion cell layer of the retina. < 100. 


was carried to the point of death, either 
by primary injection of the toxin or by 
repeated nonlethal doses. The latter 
procedure was tried in most instances 
in order to subject the animals to the 
intoxication over a longer period. In the 
case of all the animals studied for his- 
tologic changes in the eye and brain, 
the autopsies were performed immedi- 
ately after death in order to rule out 
possible postmortem degeneration. In 


Two of the seven dogs (twenty-eight 
per cent) had oversecretion of saliva. 
As there was a dysphagia in every case 
it was somewhat difficult to determine 
whether the constant driveling of sa- 
liva and discharging of nasal mucus 
depended upon oversecretion or upon 
inability to swallow. Dryness of the 
eyeballs with deep intoxication oc- 
curred almost simultaneously with loss 
of the normal winking reflex. In four 
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of these animals (fifty-seven per cent) 
there was a dull central opacity of the 
superficial layer of the corneas. There 
was pupillary widening in all instances 
after the intoxication was pronounced, 
but reaction to light occurred until a 
short time before death. Finally there 
was total loss of the light reflex. 

In not one of the rabbits was exces- 


served to have episcleritis at a late stage 
of the intoxication. Only one of this 
series failed to show pupillary widening 
in some notable degree. One rabbit 
(sixteen and two-thirds per cent) de- 
veloped nystagmus and a temporary 
convergence. One _ rabbit showed 
marked sympathetic irritability during 
the height of the intoxication. This 


Fig. 6. (Swab). 


sive lacrimation noted. There was no 
Salivation. Dysphagia was a constant 
finding and was thus noted in the proto- 
cols when mucous rattles were regu- 
larly heard in the throat of the ani- 
mal. Dryness of the corneas was found 
in all the recorded specimens of this 
group except one, which had no eye 
symptoms, although it lived for six 
hours after leg and neck paralysis had 
set in. Two of the rabbits were ob- 


Botulinus poisoning, High-power view of the same field as no. 5. X 400. . 


was evidenced by marked pupillary di- 
latation when the animal was agitated. 
As soon as it became quiet the pupils 
contracted to their former size. There 
was no instance in which pupillary con- 
traction could not be induced by strong 
light, although in some cases the reflex 
was not visible as such. 

The guinea pigs were so susceptible 
to the toxin that only one of this group 
could be studied during the intoxication 
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and then, owing to circumstances, too 
briefly for satisfactory notes. The oth- 
ers died during the night. 

The cocks were injected with 0.1 c. c. 
each of toxin. Number | received type 
A, number 2 had type B, and number 
3 received type C. Number 2 showed 
symptoms of limberneck on the third 
day. Number | became quiet and droopy 


cocks ultimately recovered. It was con- 
cluded that chickens may show symp- 
toms of botulinus intoxication and yet 
apparently recover completely. 

Two minims of toxin were injected 
into the anterior chamber of one eye 
of a cat, the other eye serving as a con- 
trol study of pupillary effect. This 
was done with types A, B, and C each 


Fig. 7. (Swab). Botulinus poisoning. Capillary dilatation in the ganglion cell layer of the 


retina. >< 300. 


after a second injection of 0.25 c .c. type 
A. It became symptom-free again af- 
ter twenty-four hours. On the third 
day number 3 received another dose of 
0.25 c. c. type C, as it showed no symp- 
toms from the first injection. Two days 
later mild weakness of the wings was 
observed but there was no involvement 
of the neck muscles. As no eye find- 
ings had been noted the experiments on 
this group were discontinued and the 


in a different cat. There was no appar- 
ent result from the toxin, nor was there 
any effect in the pupil after instilling 
the toxin into the conjunctival sac. 

As the white rats were too readily 
susceptible to the toxin no suitable au- 
topsy material was obtained from this 
group. All died without affording a 
chance for study during the period of 
intoxication. 

It has been shown in a previous re- 
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port’® that the toxin of Clostridium bo- 
tulinum is a protoplasmic poison to 
peripheral nerve and striated muscle 
tissues, being more selective in its ef- 
fect upon the former. It has also been 
suggested that it is possibly or even 
robably a general protoplasmic poison. 
The histological findings in the nuclei 
of the third and fourth cranial nerves 


the ganglion cells; increase of neuro- 
glia. Similar changes were noted in other 
parts of the midbrain. 

Besides a diffuse small-round-cell in- 
filtration beneath the ependymal lining 
of the third ventricle, there were dif- 
fuse round cell infiltration and massive 
extravasation of erythrocytes in the 
meninges. The meningeal vessels were 


Fig. 8. (Swab). Perivascular.infiltration in the meninges of the midbrain. X 90. 


were: round cell infiltration; lymphoid 
cells packed into the parenchyme; ex- 
travasation of red blood cells; disten- 
tion of capillaries with erythrocytes; 
stagnation of blood; migration of lym- 
phoid cells; thickening of capillary en- 
dothelium ; neuronophagia, chromatoly- 
sis, satellitosis, necrobiosis, nuclear, dis- 
placement, nuclear shrinking, vacuoli- 
zation, powdery granulation of Nissl 
bodies, and complete disintegration of 


distended with red corpuscles. Throm- 
bosis was not frequent in the midbrain. 
In the optic nerves the findings in- 
cluded focal infiltration in the par- 
enchyme, diffuse increase of neuroglia, 
and round-cell infiltration of the pial 
and arachnoidal sheaths. In the optic 
tracts were found round-cell infiltration, 
extravasation of erythrocytes, emigra- 
tion of lymphoid cells, and stagnation 
of blood. In the chiasm the findings 
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were maximal infiltration, excessive 
packing of lymphoid cells in the par- 
enchyme, and marked extravasation of 
red cells. 

The retinal findings were as follows: 
fat formation in the ganglion cell lay- 
er; pyknosis, chromatolysis, and vacu- 
olization of the ganglion cells; a pow- 
der-like reduction of the pigment gran- 
ules; engorgement of the vessels with 
red corpuscles and stagnation of blood. 
In the choroid there was maximal in- 
filtration involving all layers. There 
was round-cell infiltration of the cor- 
neoscleral junction. In the ciliary body 
there was round cell infiltration togeth- 


er with an increase in the connective 
tissue element. 

The exudative lesions consisted 
chiefly of lymphocytes and monocytes 
some of which had differentiated into 
polyblasts while others had become 
transformed into plasma cells. The exu- 
date occurred for the most part about 
the vessels, but in many instances there 
was a tendency to migration into the 
parenchyme. Where maximal infiltra- 
tion was noted as many as fifteen rows 
of lymphoid cells were present around 
the vessel. 


1316 Medical Arts building. 
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CONGENITAL COLOBOMA OF THE UPPER EYELID WITH 
DERMOIDS ON CORNEA 


REPORT OF CASE 


Warren D. Horner, M.D. AnD FREDERICK C. Corpes, M.D., F.A.C.S. 
SAN FRANCISCO 


The patient had a large coloboma of the u 


and aberrant lacrimal glandular tissue near t 


per lid, two dermoid growths on the cornea, 
e outer canthus. 


A bibliography is appended. 


From the department of ophthalmology, University of California medical school. 


Congenital colobomata of the lids are 
relatively rare. Only about one hun- 
dred and twenty-five cases have been 
described, and one hundred of these 
were reported prior to 1905. The first 
case was observed by Bannister (eight- 
eenth century) and was mentioned by 
Wilde in 1862. 

These lid defects are usually tri- 
angular in shape, the apex being di- 
rected toward the orbital margin. The 
cleft is usually situated to the inner side 
of the mid line and the upper lid most 
frequently involved. Both lids of the 
same eye may be affected and several 
defects may be present in the same lid. 
The cleft varies from a small indenta- 
tion of the free border to a triangular or 
quadrate gap extending from the pal- 
pebral to the orbital margin, even in- 
vading the eyebrow. Of a series of 
forty-six cases collected by Dor and Ni- 
colin, twenty-seven had one lid affected, 
sixteen, one lid of each eye; two, both 
lids of one eye; and in one case all four 
lids were involved. 

The coloboma usually involves the 
whole thickness of the lid, yet the tar- 
sus may be defective while the skin and 
conjunctiva are intact. The transition 
between cleft and normal lid margins 
is generally rounded, rarely sharp. The 
eyelashes stop at the angles and often 
markedly converge here. Meibomian 
glands are absent in the coloboma. 

In a considerable number of cases the 
coloboma is filled with a bridge of skin 
which links the lid to the globe and 
which may extend on to the cornea as a 
form of conjunctival dermoid. The 
bridge consists of true skin containing 
papillz, fat, hairs, and sebaceous glands, 
and may cause considerable hindrance 
to movements of the globe. In the ab- 
sence of a bridge of skin, there are fre- 
quently dermoids or dermolipomas of 


the globe in the area corresponding to 
the coloboma. 

The lacrimal passages are generally 
normal although in the cleft of the 
lower lid two puncta, one medial, the 
other temporal to the coloboma, have 
been observed. 

Other congenital defects about the 
face attributable to defective develop- 
ment in the line of the facial fissures are 
frequently associated. Among these 
may be mentioned the hare lip, cleft 
palate, macroglossia and supernumer- 
ary auricles. The eyes proper may 
show opacities of the cornea, keratoco- 
nus, coloboma of the iris or choroid, and 
persistent pupillary membrane. The 
lids may “show dermoids, amniotic 
bands, symblepharon, or other anoma- 
lies. Many of these may occur in the 
same patient. An illustration in Par- 
sons’ “Pathology of the eye” from Har- 
man’s article shows a boy who has on 
the right side a coloboma of the upper 
lid, a dermoid below and temporally, 
and one supernumerary ear. The left 
side shows a coloboma of the upper lid, 
coloboma of the iris and choroid, and 
three supernumerary ears. The boy 
further had macroglossia and a large 
fovea sacralis. 

As to etiology, Hippel points out that 
the lid defects may be due either to. 
some cause preventing development or 
to an agency destroying part of the well 
developed lid. A common cause for 
both of these has been found by Van 
Duyse in the pressure of amniotic 
bands, and this theory seems best suited 
to explain the greatest number of facts. 
Not only does it explain the colobomata 
but it also explains the cutaneous 
bridges, dermoids, and the like, these 
being persistent portions of the con- 
stricting bands. Congenital notches in 
the lower lid at the outer canthus occur 
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Fig. 1 (Horner and Cordes). Congenital 


which suggest a duplication of the outer 
canthus. These differ from the usual 
colobomata of the eyelids, and thus far 
their origin has not been adequately ex- 
plained. 

The dermoid growths which are so 
frequently associated with congenital 
lid defects were described as early as 
1742. Four cases were published by 
Wardrop in 1808. They occur as lenti- 
cular, yellow or reddish congenital tu- 
mors astride the corneal margin, usually 
on the temporal side and often in the 
space left by a lid fissure. They contain 
the elements of skin, such as stratified 
epithelium, hairs, sebaceous glands, fat, 
and the like. They may also contain 
cartilage and rudimentary lymph fol- 
licles. 

Castillo believes that these tumors are 
best explained as due to adhesion be- 
tween the embryonic globe and the tis- 
sue which is to form the lids. Accord- 
ing to this author, if the adhesion in- 
volves only the ectoderm a simple der- 
moid results, but if it involves the whole 
thickness of the lid border a coloboma 
of the lid is formed, the dermoid cor- 
responding to the coloboma. The cause 
of the adhesion may be pressure on the 
lids in intrauterine life and may be in 
relation to delays in closure of the ob- 
lique facial fissure. 

The case reported by us is quite typi- 


coloboma of lid, and dermoids. 


cal of a unilateral coloboma with der- 
moids, yet there are several unusual fea- 
tures. Immediately above the cleft of 
the upper lid there appeared a subcu- 


Fig. 2 (Horner and Cordes). 
colcboma of lid, lateral view. 
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taneous lipoma. Another soft tumor 
diagnosed lipoma was noted beneath 
the conjunctiva near the external can- 
thus. This was found to contain not 
only fatty tissue but aberrant lacri- 
mal gland tissue. (Figure 5.) 


The history of this case is as follows: 


Mrs. A. B. an American, aged twenty- 
eight years and a clerk by occupation, 
was admitted to the surgical service of 


comfort in the eye and the general ap- 
pearance had not-changed. She had 
never been able to read with the left 
eye but of the right eye vision was ex- 
cellent. 

Eye examination: The right eye is 
normal throughout. The left eye shows 
a V-shaped cleft or coloboma of the up- 
per lid 19 mm. wide and 6.3 mm. in ver- 
tical extent, 3.1 mm. nasalward to the 
mid line of the lid.’ (Figures 1 and 2.) 


Fig. 3 (Horner and Cordes). Dermoid of cornea, showing gland tissue 


and hair follicles. 


San Francisco hospital in February, 
1928, the eye condition being only in- 
cidental. 

The family and the past histories 
were not important. No congenital or 
anatomical defects had been present in 
any of her twelve brothers or sisters 
or in her parents’ forebears. 

Physical examination, save for the 
eye condition, need not be gone into for 
this report. The detailed eye history 
disclosed that the defect in the left eye 
had béen noticed at birth, but, as the 
patient lived in a small rural settlement 
in the middle west, her parents had 
never consulted anyone about it. The 
defect had first been commented upon 
only two years ago by the rhinologist 
who corrected a deviated septum. 
There had never been any pain or dis- 


The nasal lip of the coloboma is 4.7 mm. 
long and its free edge ends at the lid 
margin in a blunt rounded knob which 
bears eyelashes. The temporal half of 
the lid droops and is quite lax. 

Immediately above the cleft of the 
lid and situated beneath the skin is a 
rounded mass 9.5 mm. in diameter, soft 
in consistency and apparently attached 
to the skin. This is probably a lipoma. 
Beneath the bulbar conjunctiva near 
the external canthus is a soft tumor 
mass, also probably lipoma, measuring 
12.6 mm. wide by 9.5 mm. from top to 
bottom. About four-fifths of its extent 
lies above the external canthal liga- 
ment. The color is yellowish. The con- 
junctiva over the tumor appears normal. 
The lower lid is normal. The lacrimal 
apparatus is also normal. 
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The cornea bears two rounded wax- 
like elevations, dermoid growths. The 
larger is situated directly below the pu- 
pil and astride the limbus, measures 9.5 
mm. in diameter, and is elevated about 
3.17 mm. It is soft and mobile but is 
attached to the cornea. Its surface 
glistens, is yellowish white in color, and 
from it protrude two hairs about the 


tures. No other abnormalities are 
noted about the ears or other portions 
of the head. 

On March 12, 1928, the patient was 
taken to the surgery, and under local 
anesthesia the dermoid growths were 
dissected from the cornea. A conjune- 
tival flap was swung into place, parti- 
ally closing the resulting defects. The 


Fig. 4 (Horner and Cordes). Dermoid of cornea (high power), showing hair 


follicles, and sebaceous glands and ducts. 


length of an eyelash. The second mass 
is similar to the first, measures 4.7 mm. 
in diameter, and lies temporal to the 
pupil, also straddling the limbus. It 
contains only one hair. The cornea 
bears a grayish opacity which covers 
the pupillary area and blends into the 
upper limits of the masses. The pupil 
is normal in size, is round, and reacts 
to light. There is no coloboma of the 
iris or of any of the intraocular stric- 


mass beneath the bulbar conjunctiva 
near the outer canthus was dissected 
out and sent to the laboratory. All 
wounds were closed by fine silk sutures. 

Following removal of the corneal tu- 
mors, the patient wore a vaseline patch 
over the eye at night to aid in proper 
closure. During her waking hours, the 
lid covered the cornea fairly well. The 
general cosmetic appearance was im- 
proved by the operation. 
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Sections of the corneal tumors were 
diagnosed as dermoid. The ‘subcon- 
junctival mass proved to be fatty tis- 
sue containing aberrant lacrimal gland 
tissue. 

The pathological report of Dr. G. Y. 
Rusk is as follows: 

“Microscopic examination of nodule 
no. 1 (figure 5) shows a mass of gland 


sue being fairly well circumscribed and 
indefinitely separated from the sur- 
rounding connective tissues. From the 
conjunctival epithelium, duct-like struc- 
tures extend into the denser connective 


tissue mass and lead to a group of large ~ 


sebaceous glands, and in addition there 
are several hair follicles containing 
small but otherwise well formed hairs. 


Fig. 5 (Horner and Cordes). Aberrant lacrimal gland and fatty tissue from 


subconjunctival tumor. 


having the structure of normal lacrimal 
gland. The gland is surrounded by a 
mass of fat intersected by connective 
tissue bands of varying size. 

“Sections from mass no. 2 (figures 3 
and 4) show a rounded surface covered 
by a layer of slightly thickened con- 
junctival epithelium. Beneath this is 
a mass of rather acellular connective tis- 
sue consisting of broad collagen fibers, 
this particular area of connective tis- 


About the sebaceous glands and scat- 
tered in the perivascular spaces there 
is a slight infiltration with lymphocytes. 

Diagnosis: Lacrimal glands (aber- 
rant). 

Dermoid of cornea.” 

We desired to attempt plastic closure 
of the lid defect but the patient was un- 
willing to have it done. It is hoped 
that she may consent at a later time. 

384 Post street 
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CAUSES AND PREVENTION. OF BLINDNESS IN COLORADO 


Epwarp Jackson, M.D., F.A.C.S. 
DENVER 


This paper in devoted chiefly to setting forth statistics as to the causes of blindness in 
1,203 cases in Colorado, 1,053 of them cases coming before the Colorado State Commission 
for the Blind and 150 of them drawn from private case records over a period of thirty years. 
Prevention of blindness depends on causing patients to seek proper treatment before irrep- 
arable damage to sight has been done; on proper diagnosis and care by physicians; on un- 
derstanding by physicians of the causes of blindness, including general diseases; and on 
readiness to operate when necessary for the arrest or cure of ocular disease or for preven- 
tion of blindness in the second eye after one has been destroyed. Read before the Colo- 
rado State Medical Society, September 3, 4, and 5, 1929. 


Medicine turns more to the causes 
and prevention of diseases and disabili- 
ties. Blindness, felt to be the greatest 
of disabilities to which we are liable, 
should properly be considered by the 
whole medical profession. The growth 
of specialism makes this more neces- 
sary. The beginnings of blindness are 
often in conditions that would never 
come first to the attention of the oculist ; 
and the day for effective prevention has 
largely passed before definite eye symp- 
toms command the attention of the 
patient. 

Statistics of causes of blindness are 
lacking in many things that would add 
to their value. Those gathered in an 
earlier period do not apply for the pres- 
ent development of medicine. Those 
gathered in one part of the world would 
be misleading in another part. In differ- 
ent sections of this country the relative 
frequency of certain causes differs 
greatly. Different races, social condi- 
tions, occupations and prevalent dis- 
eases, present different causes of blind- 
ness. The general census, which 
accumulates so much information upon 
a wide range of subjects, including 
many for which specially qualified 
examiners are provided, leaves the mat- 
ter of blindness to census takers. These 
get their information from people with- 
out any knowledge of the causes of 
blindness, and who may be interested in 
concealing the main facts. The census 
is notoriously inaccurate and incom- 
plete in its conclusions as to blindness. 

The statistics in medical literature are 
generally based on the experience of a 
single individual, or they partake of the 
deficiencies of the census. Even the 
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records of institutions, or of authorities 
charged with the care of the blind, are 
far less complete and reliable than is to 
be desired. An institution deals with 
those who seek it, and with a few others 
heard of indirectly. State and local 
authorities have no direct means of 
knowing even the number of the blind 
within their jurisdiction ; and very little 
about the real causes of blindness of 
those they have heard about. When 
definite reports on the condition of the 
blind are directly received, these are 
generally received so long after the con- 
dition leading to blindness that it is 
often inipossible to assign the cause 
with confidence. 

In Colorado the State Commission for 
the Blind, for the last four years, has 
been trying to get reports of all the 
blind within the state. The results of 
its inquiries are incomplete and often 
unsatisfactory. But they are in some 
respects more trustworthy than those 
accumulated in other states. To bring 
them to your attention may help in ac- 
quiring more complete and reliable in- 
formation in future. So far as possible, 
the reports have been obtained from 
physicians devoting special attention to 
the defects and diseases of the eye. But, 
with the large area and scattered popu- 
lation of our state, reports from fully 
competent observers have not always 
been possible. Lists of members of the 
Colorado Ophthalmological Society 
were furnished to the county authori- 
ties, who first pass on all applications of 
the blind for assistance. An oculist’s 
report upon the condition of each appli- 
cant is required, and arrangements were 
made to have, at the Colorado General 


al sys- 
, 1924, 
84, p. 
24, v. 
yenh., 
20. 
och., 

Jan., 
‘| 
180. i 
| 
| 


966 | EDWARD JACKSON 


Hospital, expert examinations of all 


who might apply. But the importance 


of such examinations is not appreciated 
by all the county authorities, and in 
some parts of the state it seems not 
practical to bring applicant and skilled 
examiner together. Some very excellent 
reports nave been received from general 
practitioners in isolated regions. 

Applications for state assistance do 
not come from all the blind persons in 
a community, and some of them come 
from people who are not blind. Among 
those received were a few from persons 
blind in only one eye, but who had per- 
fectly useful vision in the other eye; 
while in fifty-four the vision in the bet- 
ter eye range from 1/10 to 20/30. All 
such persons and all who did not con- 
form to the standard for blindness, 
namely vision of less than one-tenth in 
the better eye, have been eliminated, 
leaving 1,053 cases from records of the 
State Commission for the Blind. To 
make the statistics more completely 
represent the conditions in Colorado, 
there have been added from the writer’s 
private case records 150 cases of blind- 
ness, seen in private practice in Colo- 
rado within the last thirty years. This 
makes a total of 1,203 cases seen in Colo- 
rado, on which this paper is based. 

Under “prevention of blindness” the 
editor of the American Encyclopedia of 
Ophthalmology says: 

“The lack of accurate study on this 
subject is evidenced in the almost total 
absence of any large amount of reliable 
data and in the inexactness of those 
which are obtainable.” “The records of 
most of our public institutions, as a 
basis for the study of statistical data 
concerning the amount of blindness 
which exists, seem to be absolutely 
worthless. 

“It is evident that for scientific pur- 
poses the only records that are of any 
value are those which are made by 
trained and experienced ophthalmolo- 
gists, but these are conspicuous by their 
absence where we would reasonably ex- 
pect to find them.” 

It is well to understand why there is 
such a lack of accurate knowledge of 
the causes of blindness. Reasons for it 


have become evident in the work of the 
State Commission for the Blind in Colo- 
rado. In addition to the difficulty of 
getting good reports of “trained and 
experienced ophthalmologists”, the 
greatest obstacle to securing satisfac- 
tory statistics is the long time that 
elapses between the beginning of a 
pathological process and its termination 
in blindness. A study of records of 
cases closely followed over long periods 
has shown that in a large proportion of 
cases of senile cataract as much as 
twenty years elapses from the begin- 
ning of the lens opacity until it produces 
practical blindness and forces the con- 
sideration of removal by operation. 
Even a disease that may be as terribly 
acute as glaucoma may in other in- 
stances last for ten years without caus- 
ing the patient to seek relief from either 
pain or blindness. Trachoma may be 
contracted in childhood and only cause 
blindness when the distorted lids have 
caused rubbing of the cornea by mis- 
placed lashes, during years of “weak” 
eyes and partial disability. 

An individual blinded by smallpox 
at the age of two years did not seek a 
blind benefit until fifty-two years of 
age. Sufferers from congenital defects 
of the eye do not come under observa- 
tion of an oculist until adult life. Cases 
of ophthalmia neonatorum are often 
neglected until they reach school age, 
without any close study of the condi- 
tions actually present. Adults with one 
eye practically blind from congenital de- 
fect may reach middle life before some- 
thing happens to the good eye, to 
enforce the fact that it has done all their 
practical seeing. 

Even persons who have become con- 
scious of some serious defect consult 
one medical adviser after another, ac- 
cumulating a miscellaneous collection 
of unrelated observations ; later making 
it impossible to obtain anything like 
connected history of the condition ob- 
served. A patient with double papille- 
dema, giving evidence of organic disease 
of the central nervous system, concealed 
the fact that two years earlier she had 
a breast removed for cancer. A young 
man with Leber’s disease (familial optic 
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atrophy) persistently concealed the fact 
that two uncles had suffered from the. 
same form of blindness; apparently be- 
cause he knew of its unfavorable prog- 
nosis. This trait of human nature adds 
enormously to the difficulty of getting 
reliable statistics of the causes of blind- 
ness. It is for this reason that the 1,053 
cases coming before the Colorado State 
Commission for the Blind have been 
supplemented by 150 cases drawn from 
private case records of the last thirty 
years. 


The reports to the State Commission 
are often incomplete, but many show 
more than one condition that might 
have caused blindness, as cataract and 
glaucoma, or uveitis and corneal opaci- 
ties. The lack of essential data often 
made it impossible to decide with cer- 
tainty which of two or three conditions 
present was the real cause of blindness. 
The practical thing to do with such data 
is to mention what seems clearly the 
cause of blindness, or, where more than 
one cause for blindness is given, to men- 
tion each of the conditions that might 
have been the essential cause. This 
method does not balance the total cases 
by the sum of conditions present; it 
cannot show the exact percentage of 
cases due to each separate cause. But 
it does show what are the most import- 
ant causes, those that should be guarded 
against and, so far as possible, elimi- 
nated in an effort to prevent blindness. 
It is from this point of view that the 
more important causes of blindness 
should be considered. 


Cataract was noted in 460 cases as 
being present to an extent that might 
cause blindness. Less extensive opaci- 
ties of the crystalline lens were present 
in many other cases. In eight cases the 
cataracts were congenital. In a few 
they were clearly, and in a larger num- 
ber probably, traumatic. In five cases 
cataract was ascribed to diabetes, in a 
few to other general diseases, as influ- 
enza. But in a majority of cases they 
were clearly of the class called senile 
cataracts. In three instances they were 
specifically credited to “old age”. The 
many impairments of nutrition that 


come with age leave wide room for fur- 
ther study, or for speculation. 

Opacities of the cornea come next in 
frequency, 157 cases. This is a group 
in which there is great overlapping of 
causes. All the forty-nine cases arising 
from trachoma have opacities of the 
cornea, and these opacities are the chief 
cause of the blindness. All the cases 
ascribed to scarlet fever, 4, and to 
measles, 6, had corneal opacities. So 
had the 10 cases due to smallpox; the 16 
cases, 9 certainly and 7 probably, due to 
ophthalmia neonatorum; the one case 
apparently arising from mumps; and 
one from typhoid fever. That was how 
four cases of pterygium caused blind- 
ness; and it was an essential part of all 
the 54 cases set down as “shrinking of 
the eyeball”. 

In 151 cases lesions of the retina and 
choroid, recognized by the ophthalmo- 
scope, were set down as the causes of 
blindness. This includes 26 cases of 
angiosclerosis of retinal and choroidal 
vessels, but not the degenerative 
changes arising in myopia. There were 
two casés of obstruction of the retinal 
vessels and two of retinal hemorrhage, 
eight of- renal retinitis, six of retinitis 
pigmentosa, one of circinate retinitis, 
and five of atrophy of the retina and 
choroid. 

Atrophy of the optic nerve, 132 cases, 
was produced by syphilis in 22 cases 
(and probably in many more) ; in three 
cases it came from drinking wood alco- 
hol, and in others probably from exces- 
sive use of ethyl alcohol and tobacco. 
Optic atrophy occurs in a rather wide 
range of general diseases, like cerebro- 
spinal meningitis, influenza, mumps, 
lethargic encephalitis and disease of the 
hypophysis. 

Glaucoma, in every case that goes on 
to blindness, shows optic atrophy. The 
cases of glaucoma, not included above, 
numbered 97. These were both pri- 
mary and secondary cases, many being 
due to uveitis or to injury. 

Uveitis, iritis, iridocyclitis, chronic or 
subacute, including two of tubercu- 
losis, furnished 76 cases, besides 13 
cases of acute panophthalmitis set down 
as the cause of blindness. 
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Injury was the cause of blindness in 
66 cases. Among these were 21 caused 
by explosives, and 6 by gunshot wounds 
of the eye and orbit. Among the cases 
in which the injury caused blindness 
first in one eye were 17 in which the 
other eye was blinded by sympathetic 
ophthalmia. Lime burns caused blind- 
ness of both eyes in five cases. In one 
of these it was said that “both eyes were 
cooked”. Detachment of the retina was 
noted in 15 cases, some traumatic and 
others myopic. 

High myopia, with the degenerative 
changes that attend it, was clearly indi- 
cated in 43 cases; and was probably in- 
fluential in causing blindness in other 
cases, especially of cataract. Blindness 
from myopia comes on very slowly, be- 


‘ginning in childhood and fostered by 


continued strain and neglect. It is sur- 
prising that even this many cases could 
be traced to their origin. Relatively it 
is a more important cause than these 
figures would indicate; since its share 
in causation of blindness interweaves 
with such widely separated causes as 
corneal scars, conical cornea, congenital 
dislocation of the lens, and cataract. 

Other conditions that cause blindness 
appear in these 1,203 case reports. Con- 
genital defects numbered 27, including, 
besides cataract, anophthalmos and 
microphthalmos 5, albinism 2, ambly- 
opia 11, anomalies of the fundus 2. 
Vitreous opacities, given in 10 cases, are 
probably always associated with uveitis, 
or intraocular hemorrhage. Interstitial 
or parenchymatous keratitis was in- 
cluded with corneal opacities, which it 
nearly always leaves ; and corneal opaci- 
ties are always the way in which puru- 
lent (gonococcic) conjunctivitis, 4 cases 
in adults, causes blindness. Exophthal- 
mos also causes blindness by corneal 
opacity, or by panophthalmitis. Ery- 
sipelas and apoplexy are mentioned. 
There was also one each of gunshot 
wound of the visual centers in the occip- 
ital lobe and of the optic chiasm, brain 
tumor, lethargic encephalitis, and frac- 
ture of the skull with vitreous hemor- 
rhage. 

Numerous conditions that have not 
been encountered, or mentioned in this 


study, may cause blindness. The pre- 
vention of all conditions causing blind- 
ness is a large undertaking. The pre- 
vention of blindness from any one of 
them is a matter of almost infinite de- 
tail. Manifestly we cannot now con- 
sider any of this detail; but from this 
review of the causes of blindness certain 
facts stand out that are of greatest im- 
portance in such prevention. It is a 
matter of close cooperation between 
eye physician, other branches of the 
medical profession, and the public. Pre- 
vention is going out to meet disease be- 
fore it is manifest. This includes all 
measures of ocular and general hygiene 
in an age and civilization that lives by 
sight. But it also means the earliest 
recognition and treatment of the wide 
range of departures from health that 
may lead to blindness. In this sense, 
vascular and other degenerations may 
be prevented; and the whole body be- 
comes the field in which to look for what 
may cause blindness. 

Ocular lesions may be most likely to 
cause blindness; but prevention re- 
quires that their presence be discovered 
and their dangers understood early. 
Uveitis leads to blindness through a 
long course of attacks, incomplete re- 
covery, and recurrences. It generally 
depends on extraocular causes. Focal 
infections must be looked for, not only 
in the teeth, tonsils, and sinuses, but in 
all other organs, if uveitis is to be 
permanently cured before it causes 
blindness through glaucoma, vitreous 
opacities, or choroidal atrophy. The 
underlying cause of cataract may be 
syphilis, diabetes, or parathyroid insuf- 
ficiency. Causes must often be removed 
for effective treatment, and always for 
prevention. 

To prevent blindness treatment must 
begin early and must be effective. It 
may be fifty years from the beginning 
of a myopia until it ends in blindness 
by cataract, detachment of the retina, 
or choroidal atrophy. There are usually 
years in which effective treatment of 
trachoma will prevent blindness, but 
later nothing may be of any benefit. 
Early treatment may preserve good 
sight in glaucoma. But when it has 
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caused blindness relief from pain is all 
that can be hoped for. The same is true 
of prevention of sympathetic ophthal- 
mia. If optic atrophy can be checked, 
itis only by early treatment. The early 
treatment of all sorts of injuries to the 
eye will sometimes turn to a favorable 
result the doubtful situation that holds 
possibilities of useful vision and blind- 


ness. 


The majority of eyes that become — 


blind could have been kept with some 
sight by early proper treatment. The 
prevention of blindness depends on 


(1) Persuading patients to seek good 
treatment at the earliest possible time. 


(2) The readiness of physicians to 
recognize disease that may lead to blind- 


ness, when the eyes seem to be little if 
at all affected. : 

(3) The understanding that diseases 
which do not usually affect the eye may 
in some cases cause blindness and need 
to be watched with this in mind. 

(4) The preparation of eye physi- 
cians to recognize the possible dangers 
of the conditions they treat; and their 
willingness to take responsibility for 
deciding when an eye should be taken 
out because it may endanger the sight 
of its fellow, or to operate, as for cata- 
ract or glaucoma, when this alone will 
prevent blindness. 

It is a broad subject and only to be 
dealt with by broad study, broad view, 
and broad intelligence, on the part of 
the profession and of the community. 

217 Imperial building. 
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PERFORATING INJURIES OF THE EYE BY SMALL 
STEEL FRAGMENTS 


Howe tt L. Becte, M.D. 
DETROIT 


A number of cases of injury by small particles of steel are briefly described, to illustrate 
(1) the direct ratio between severity of injury and size of foreign body; (2) the influence 
of the location of entrance upon the amount of permanent disturbance; (3) the occasional 
freedom of the crystalline lens from important opacity secondary to its penetration by steel 
fragments; (4) the difficulty of removing steel fragments from the crystalline lens after the 
capsule is once healed; (5) and the problem whether a very minute steel particle may ulti- 
mately be quite absorbed and disappear from the tissues of the eye. Read before the annual 
meeting of the Michigan State Medical Association, September 17, 18, 19, 1929. 


My audience may wonder how I 
should expect to extract anything of 
particular interest from a subject that 
has amassed such a voluminous litera- 
ture and whose every angle has been 
searched and commented upon. 

My answer is that in the state of 
Michigan, largely through the develop- 
ment of the automobile and accessory 
industries not only in the larger cities 
but in most of the smaller towns, oph- 
thalmologists have had unusual oppor- 
tunities for observing injuries of the eye 
by steel fragments and might be ex- 
pected to have accumulated, in the 
course of twenty-five years, experiences 
in caring for these injuries that would 
be worth relating. 

Furthermore, inasmuch as I am limit- 
ing my subject to injuries of the eyes by 
small steel fragments, and chiefly to 
damage affecting the crystalline lens, 
and since the case records at my dis- 
posal are sufficiently numerous to illus- 
trate fairly well the various themes that 
I shall present, Iam hopeful that my 
paper will have a substantial value. 

The damage done to the eye in for- 
eign body injuries is directly propor- 
tional to the size of the foreign body. 

This is a general rule with excep- 
tions. Accidents from large foreign 
bodies usually result from considerable 
violence. As examples I may mention 
the breaking of a high-speed drill, the 
faulty action of a punch press, and 
frayed edges of punches flying from the 
blows of a hammer or sledge. 

Injuries by large foreign bodies shat- 
ter the eyeball. Large rents of the 
cornea or sclera result with extensive 
loss of vitreous. The lens is expelled 
or ruptured. The globe collapses or, 


if it retains its shape, is filled with 
blood. 

Perforating injuries of the cornea by 
foreign bodies of moderate size are 
characterized by irregular corneal 
wounds and emptying of the anterior 
chamber. The iris is prolapsed or be- 
comes attached to the corneal wound. 
Tearing of the iris or ciliary body re- 
sults in bleeding into the anterior cham- 
ber or vitreous. If the lens is injured, 
the capsule wound gapes and lens mat- 
ter is soon extruded into the anterior 
chamber. 

The most frequent cause of perforat- 
ing injuries by small steel fragments is 
the workman striking a piece of hard- 
ened steel with a hammer. I could re- 
late numerous incidents of superintend- 
ents, foremen, and skilled mechanics 
regretting too late the gentle tap which 
in a moment of carelessness they gave 
to hardened steel. The use of lead and 
brass hammers has perhaps diminished 
the occurrence of such accidents, but I 
have seen perforating injuries follow 
even their use. The history of such an 
accident is sufficient to make the oph- 
thalmologist undertake a most search- 
ing examination of the eye and he must 
indeed be very sure of his ground if 
he dispenses with an x-ray examination. 

In injuries by small foreign bodies 
the corneal wound is smooth and may 
be so inconspicuous as to be missed 
easily on inspection. The anterior 
chamber is not evacuated. The iris 
may exhibit a punched-out hole or a 
notch in the pupillary margin. If the 
lens is injured the wound in the ante- 
rior capsule shows a tendency to close 
promptly and the lenticular opacity re- 
sulting remains paftial, or if it pro- 
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gresses it does so slowly. The vitreous 
is often clear and the foreign body may 
frequently be seen in the posterior part 
of the globe. 

Injuries by small foreign bodies per- 
forating the cornea near the limbus. 

In going over my case records I have 
found ten in which a small steel frag- 
ment perforated the peripheral portion 
of the cornea, and a review of these rec- 
ords seems to warrant the conclusion 
that where small foreign bodies perfor- 
ate the cornea near the limbus they 
pass through the zonular region and 
leave the lens uninjured. In each of 
the ten cases there was a punched-out 
hole or slit in the iris back of the cor- 
neal wound. The pupil was round in 
most instances, but twice it was pear- 
shaped, as it was drawn slightly toward 
the corneal wound. While there was 
usually some blood in the vitreous, this 
did not prevent the steel fragment from 
being seen in four instances. Twice 
the foreign body was located behind 
the ciliary body where one would not 
expect it to be detected with the oph- 
thalmoscope. In only one of the ten 
patients was the lens injured and in this 
instance a limited flame-shaped opacity 
developed near the equator. The steel 
fragments were removed by the poste- 
rior route. Following the extraction 
eight of the ten patients retained use- 
ful industrial vision. One had a frag- 
ment of steel in the retina and detach- 
ment eventually followed. One had an 
old injury with a long retained foreign 
body, siderosis, and degenerative 
changes. 

My records indicate that the eye does 
not so easily escape serious damage 
when foreign bodies of moderate size 
penetrate through this region. Evident- 
ly the zonular space between ciliary 
body and lens is not of sufficient width 
to prevent injury of these structures. 
Severe hemorrhage and cataract fre- 
quently result. As the wound ap- 
proaches the pupillary zone of the cor- 
nea the frequency with which the lens 
is injured increases. However, I have 
two records showing the oblique pene- 
tration of foreign bodies that cut 
through the iris near the pupillary mar- 


gin and yet entirely missed the lens. 

Removal of small steel fragments 
from the lens without cataract forma- 
tion. 

I have had three patients each with a 
steel fragment in the lens, and in each 
of whom after extraction of the frag- 
ment the lens remained clear except for 
a scar of the anterior capsule. One such 
case occurred in 1915, the other two 
within a month of each other in 1926. 
These three cases occurred among ap- 
proximately 250 cases of perforating 
injury of the eye with retention of a 
foreign body. In all three instances a 
small foreign body perforated the pupil- 
lary zone of the cornea and the anterior 
capsule, and lodged in the lens sub- 
stance. A brief history of one case will 
be descriptive of the other two. 

G. O., aged forty-five years, tool 
maker, was striking a hardened bushing 
with a hammer when something struck 
his right eye. The accident happened 
on February 26, 1926. The eye bothered 
him so little that he did not report the 
accident until after four days, when he 
noticed Slight blurring of vision. I found 
a small crescent-shaped wound of the 
cornea in the pupillary area downward 
and nasalward from the center of the 
cornea. Almost directly back of the 
corneal wound there was a small wound 
of the anterior capsule of the lens, and 
a small foreign body with metallic 
glance lay in the central portion of the 


lens. The lens substance surrounding © 


the foreign body was clear, except that 
the latter was partially covered by a 
thin grey film. The eye was slightly 
injected. 

Under cocaine anesthesia a fragment 
of steel was readily drawn by a magnet 
through the capsular wound into the 
anterior chamber. It was allowed to 
remain there for twenty-four hours, at 
the end of which time it was removed 
through a tangential incision of the 
cornea. The delay in removing the 
foreign body from the anterior. cham- 
ber was permitted in order that the 
capsular wound might close under the 
same conditions as when the steel en- 
tered the lens, namely, with a full an- 
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terior chamber. Healing was unevent- 
ful and the patient returned to work in 
five days on his own initiative. The 
vision one year later was 20/20 in each 
eye. Except for the small capsular 
wound the lens appeared clear with the 
plus twenty lens of the ophthalmoscope. 
The patient was again examined re- 
cently, that is three years after the ac- 
cident, and with the slit-lamp I could 
detect no opacity of the lens substance. 
There was a small capsular opacity at 
the site of perforation. 

Normal vision resulted for each of the 
other patients. The clear lens in each 
patient is undoubtedly the result of 
prompt closure of the wound of the an- 
terior capsule and this was favored by 
the small size of the foreign body. The 
early removal of the foreign body after 
the accident was also a factor in the 
successful results obtained. The small 
fragments of steel removed from the 
last two patients were carefully 
weighed at the laboratory of Parke, 
Davis and Company, and the weights 
were 0.4 mg. and 0.47 mg. Foreign 
bodies such as these, less than half a 
milligram in weight, are minute in size. 

A fourth patient with a foreign body 
in a clear lens was not so fortunate as 
the three just mentioned. 

G. C., aged thirty-eight years, was ex- 
amined the year following an injury to 
the right eye. There was a small scar 
of the pupillary zone, a scar of the 
anterior capsule, and a metallic frag- 
ment, centrally located, in an otherwise 
clear lens. As the steel had been there 
so long and vision was still good, no 
attempt to remove the steel was made 
at that time. One month later when 
the patient was again seen I was sur- 
prised to find that the foreign body had 
moved forward to the scar in the lens 
capsule and that the lens was becoming 
opaque. Two months later the cham- 
ber was shallow, there was. a small 
amount of lens matter in the anterior 
chamber, the lens was opaque, tension 
was plus one, and the eye was painful. 
Under atropin the tension returned to 
normal. The cataract and steel to- 
gether were removed six months later. 
The small fragment of steel which had 


been in the lens about eighteen months, 
was expelled with the lens. The frag- 
ment was not attracted by a magnet 
until the rust coating was removed by 
rubbing the fragment between my 
fingers. The small nucleus which re. 
mained was quickly attracted by the 
magnet. 

I am unable to explain the change 
in position of the steel fragment from 
the central part of the lens to a point 
just beneath the scar in the anterior 
capsule. The patient worked in a large 
automobile plant; possibly his eye may 
have come into a magnetic field strong 
enough to move the foreign body. 

Difficulty in removing steel frag- 
ments from the lens after the capsular 
wound is healed. 

Fragments of iron or steel embedded 
in the lens substance are drawn readily 
by the magnet to the anterior lens cap- 
sule, but this structure is an obstacle 
to their passage into the anterior cham- 
ber. If the wound in the anterior lens 
capsule is not too tightly closed the 
foreign body may be drawn through it. 
Tight closure of the wound takes place 
by proliferation of the cells of the cap- 
sular epithelium and this process re- 
quires some time. In two of the cases 
cited, where the fragment of metal was 
removed from the lens without a per- 
manent opacity resulting, the foreign 
body was drawn through the capsular 
wound without difficulty four days and 
nine days respectively after the date of 
accident. The following brief reports 
indicate’ the difficulty encountered at 
the anterior lens capsule and describe 
attempts to overcome it. 

W. D., aged twenty-five years, in- 
jured the right eye February 2, 1927. 
He was first examined on March 12, 
1927, that is after an interval of five to 
six weeks, and a small fragment of 
steel was seen in the lens. There 
was an opaque path through the lens 
to the foreign body. A magnet was 
applied to the cornea and the fragment 
brought to the scar of the lens capsule, 
but it could not be drawn through. The 
lens slowly became opaque and six 
weeks later both lens and foreign body 
were removed at the same time. 
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H. B., aged thirty-five years, was ex- 
amined November 14, 1926. Six weeks 
earlier he had been struck in the right 
eye by a piece of steel. He had a lamel- 
lar cataract in each eye, apparently of 
congenital origin. Inthe posterior por- 
tion of the right lens, possibly project- 
ing into the vitreous, there was a small 
metallic fragment, and a posterior corti- 
cal opacity appeared to be superimposed 
on the lamellar cataract in this eye. The 
vision of the right eye was 10/200 to 
20/200, that of the left eye 20/50. A 
giant magnet brought the foreign body 
to the anterior lens capsule but it could 
not be pulled through. It moved so 
freely in the lens cortex just under the 
capsule that it simulated a foreign body 
in the anterior chamber. In fact, an 
opening was made in the cornea pre- 
paratory to removing the fragment 
from the anterior chamber before it was 
discovered that the fragment had not 
come through the lens capsule. A cys- 
totome was introduced into the ante- 
rior chamber and a small puncture or 
incision made in the capsule over the 
foreign body, a procedure that has been 
suggested in such cases by Elschnig.* 
The fragment was then readily re- 
moved with the magnet. There ap- 
peared to be no further increase in the 
opacity nor decrease in visual acuity, 
although this, as stated, had been 
slightly less than 20/200. 

C. W., vision began to fail in the 
right eye about July 20, 1924. The pa- 
tient recalled no injury. Examination 
on August 4, 1924, revealed a small 
piece of steel in the posterior cortex 
of the right lens. There was consider- 
able opacification of the lens with vision 
limited to seeing large objects. There 
was a mild iritis. As in several at- 
tempts the fragment of steel could not 
be drawn through the lens capsule this 
was pierced with a knife needle. The 
steel was then readily removed but the 
lens became gradually opaque; lens 
matter was extruded into the anterior 
chamber and the lens was resorbed. 

R. B., aged forty-four years, was in- 
jured July 17, 1928, when a splinter of 
steel struck the right eye. The patient 
was not seen by me until three weeks 


later, as he had been treated in the first- - 
aid department of his plant until he no- 
ticed that vision was failing. There 
was a scar of the anterior capsule, with 
extension of the opacity backward a 
short distance into the anterior cortex. 
The nucleus was clear and contained 
a steel fragment. There was a posterior 
cortical opacity, red reflex partial. Visu- 
al acuity, 10/200. The patient was ob- 
served for one week, and as the opa- 
city was not increasing an attempt was 
made to remove the fragment. It could 
not, however, be drawn through the 
wound of the capsule. During the 
maneuver a sharp end of the fragment 
engaged the capsule at a point adjacent 
to the capsular wound, and by repeated- 
ly making and breaking the current I 
was able to get the fragment to perfor- 
ate the capsule. A second scar of the 
capsule resulted. The fragment was a 
spicule of steel about 1 by 2mm. There 
was no immediate increase in the 
opacity, and five weeks after the opera- 
tion vision had increased from 10/200 
to 20/200. Three weeks later a definite 
increase’ in the opacity was noted. The 
anterior’ cortex had a silky sheen 
throughout and the posterior cortex 
was more opaque. Vision was 4/200. 
The patient’s condition was the same 
when last examined about two months 
ago. 

O. L., aged thirty-four years, was in- 
jured in the right eye by a flying piece 
of steel on April 19, 1929. A serious 
injury was not recognized at the first- 
aid station in his plant until after sev- 
eral weeks when vision began to fail. 
On examination, I found a scar in the 
pupillary zone of the cornea and a small 
fragment of steel in the lens cortex. 
Cataract formation was advanced. 

An attempt was made to draw the 
steel through the lens capsule but this 
was not successful. The foreign body 
appeared to have no sharp edge and it 
could not be made to cut through the 
capsule by making and breaking the 
current. After repeated trials, no fur- 
ther procedure at the time was adopted. 
Some two or three weeks later, as the 
eye was red and irritated, another at- 
tempt was made to pull the steel 
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through the capsule, and this time it 
came through without difficulty. 

From the above experiences I draw 
the following conclusions: If a frag- 
ment of steel lies in the lens and the 
opacification is not so advanced but 
what there is useful vision, an attempt 
should be made to remove the fragment 
as early as possible for eventually 
through siderosis complete opacifica- 
tion will probably result. A strong 
magnet should be used when the at- 
tempt is made to draw out the steel 
through the wound or scar of the an- 
terior capsule, or through the intact 
capsule. Repeated efforts should be 
made, if there is difficulty in securing 
the foreign body. As a final resort, the 
procedure recommended by Elschnig, 
of incising the anterior capsule, is 
worth while. 

May a small foreign body of steel 
undergo complete rusting in the eye- 
ball and through resorption of the rust 
eventually disappear? 

This question is raised by Wagen- 
mann in his work on “Injuries of the 
eye”? It is of some practical import- 
ance, for occasionally when clinical evi- 
dence points to a small foreign body of 
steel having been in the eyeball for 
some time and the x-ray examination 
fails to show the presence of a foreign 
body, it has been assumed that com- 
plete rusting had occurred and that the 
fragment had become resorbed. 

Such an assumption is not justified 
by negative x-ray examination alone, 
for not infrequently the roentgenologist 
fails to pick up the shadow of a very 
small fragment on the x-ray plate, due 
to its not standing out sharply from 
the shadows of neighboring bony struc- 
tures. 

Wagenmann does not give a definite 
answer to the question proposed. He 
gives several instances in which it was 
assumed that complete rusting had oc- 
curred, namely case reports by Cramer, 
Franke, Casali, Liebermann, Gilbert 
and Pihl, but cites the opinion of 
Hirschberg, which I translate as fol- 
lows: “That an iron fragment of only 
5 or 10 mg. weight through rusting and 
solution of the rust can disappear com- 


pletely, I have not yet observed, al- 
though in many cases rusting of the 
entire iris shows clearly that the iron 
salts can be widely distributed. On the 
contrary I have removed from the eye 
with the magnet fragments of iron 
which had doubtless been there ten, fif- 
teen, or thirty years. In the course of 
many years the fragment can become so 
soft that any other method of removal 
than with the magnet, as for example 
with the hook or forceps, appears quite 
impossible. In the majority of cases 
the splinter remains solid, the rust hull 
apparently protecting it against rusting 
of the nucleus.” 

While it is my own opinion that small 
fragments of steel in the eye may un- 


dergo complete rusting, it is probable 


that this only occurs with extremely 
small particles, smaller in fact than 5 
or 10 mg., the weight mentioned by 
Hirschberg. 

To the case reports cited by Wagen- 
mann may be added a report by H. §. 
Gradle*, who assumed complete rusting 
of a fragment of steel. 

_ The following are two brief personal 
case reports bearing on this question: 

H. B., male, aged twenty-eight years, 
came to see me August 8, 1917, on ac- 
count of redness and soreness of the left 
eye. He gave a history of having been 
struck in this eye eight years previous- 
ly, supposedly by a piece of emery. 
Three years later he first noticed a 
cloud in front of this eye and a change 
in the color of the eye from blue to 
brown. Consulting an eye specialist 
at this time he was told that there was 
possibly a piece of metal in his eye and 
that he should have an x-ray examina- 
tion. He did not follow this advice. 
“The cloud in front of the eye became 
darker and darker, but the eye had not 
been inflamed or painful until about 
two weeks before he came to me. 

On examination I found a small sear 
of the cornea situated about an eighth 
of an inch from the limbus at the ten 
o’clock position. In the ciliary part of 
the iris back of the corneal scar there 
was a v-shaped, sharply-cut defect such 
as is made by a foreign body. The an- 
terior chamber was deep; the iris had 
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a deep brownish hue and was markedly 
tremulous. The lens was shrunken and 
opaque. Vision was light perception 
at three feet, projection faulty. The 
tension was lowered. 

At the bottom of the anterior cham- 
ber there was a small quadrilateral- 
shaped foreign body,-dark in color, 
which simulated a piece of iron or steel. 
It was extremely buoyant and bounced 
lightly about in the chamber with every 
motion of the eye. 

To remove it I incised the cornea be- 
low at the limbus. My incision was 
slightly to the side of the median plane 
and I applied my magnet to the incision 
and its tip between the lips of the same 
in an endeavor to remove the fragment. 
It gave however, no evidence of being 
attracted by the magnet. I therefore 
enlarged my corneal incision with a pair 
of scissors so that part of my incision 
lay directly under the fragment. Im- 
mediately there was an escape of aque- 
ous and with it what appeared to be 
fluid vitreous, and the fragment floated 
through the wound upon the conjuncti- 
val surface of the eyeball. Just as I 
touched it with a small forceps, to my 
surprise it appeared to have form with- 
out substance and broke up into numer- 
ous small flocculent particles, none of 
which was attracted by a magnet. 

It would appear that in this case a 
piece of iron or steel, after lying in the 
eye for eight years, had become almost 
completely disintegrated. The sidero- 
sis establishes the fact that the frag- 
ment was of iron or steel. I should say 
that all of the iron must have been oxi- 
dized, as the magnet had no influence 
upon it. Had a longer time elapsed it is 
possible that the fragment might have 
broken down in the anterior chamber, 
and that complete disintegration and 
disappearance of a fragment would thus 
have occurred. 

E. S., aged twenty-four years, was 
examined in 1918 and was thought to 
have a mere abrasion of the cornea. The 
lens appeared clear, the injury of slight 
Significance. A year later he came in 
to see me with a well developed cata- 
ract. He recited the accident of the 
year before, as to having something fly 


into his eye when striking a piece of 
hardened steel with a hammer. Vision 
had been failing gradually for the last 
three months. I realized that I had 
probably missed a perforating injury 
with a steel fragment in the lens. When 
the pupil was dilated a dark sharply 
outlined mass in the lens came into 
view, likewise a scar of the anterior 
capsule. 

The lens was removed by linear ex- 
traction. The foreign body was not 
found, as it appeared to have under- 
gone complete rusting and resorption. 
Small dark grains in the lens matter, 
chemically indifferent, when examined 
under the microscope were assumed to 
be particles of carbon. The lens sub- 
stance when acidulated gave a prompt 
iron reaction. 

Minimal damage by small foreign 
bodies completely traversing the lens. 

I have some fourteen case records of 
injury by a small piece of steel perforat- 
ing the lens, that is entering through 
the anterior capsule, traversing the lens 
substance, and making an exit through 
the posterior capsule. As a group there 
is a tendency for opacification of the 
lens to be limited to opacity of the an- 
terior capsule at the point of entrance, 
and opacity of the posterior capsule 
surrounding the point of emergence. 

I shall briefly recite the history of 
seven out of the fifteen injuries, the 
seven’ patients recovering with useful 
industrial vision in the damaged eye. 

W. F., aged thirty-nine years, was 
struck in the left eye in February, 1916, 
by a piece of high-speed steel. As the 
eye did not bother him much, he did not 
report the accident to his employer for 
three weeks, when the persistant red- 
ness and slight blurring of vision began 
to worry him. 

Examination of the eye revealed a 
small linear scar just below the pupil- 
lary area of the cornea, a punched-out 
hole in the iris back of the scar, and a 
punctate scar of the anterior capsule of 
the lens adjacent to the lower margin 
of the pupil. The pupil was round and 
the iris was not adherent to the scar of 
the capsule. In a profile it could be 
seen that the anterior capsular scar ex- 
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tended slightly backward into the an- 
terior cortex. Except for this punctate 


opacity the anterior cortex was clear, . 


also the entire nucleus of the lens. In 
the upper temporal quadrant of the ex- 
treme posterior cortex, or in the poster- 
ior capsule itself, there was a thin disc- 
shaped greyish opacity near the middle 
of which was a dark punched-out hole 
which seemed quite clearly to mark the 
exit of a foreign body through the pos- 
terior capsule. The rest of the posterior 
cortex was clear. 

The visual acuity of the eye was 
20/50. X-ray examination showed in 
the vitreous a small fragment of steel, 
which was removed without difficulty 
through the sclera. I have no record 
of the size or weight of the foreign body 
but I recall that it was very small. This 
is also indicated by the size of the hole 
in the iris, which still persists. 

This patient has been seen from time 
to time since 1916. He was last ex- 
amined in January, 1929, that is thir- 
teen years after the accident. The eye 
gives him no trouble. With a plus 1.00 
sphere combined with a plus 0.50 cyl- 
inder axis 90 degrees, visual acuity is 
20/20. There has been no change in 
the opacification of the lens. The 
opacity of the anterior capsule is still 
punctate, that of the posterior capsule 
broad, oval, fairly well outlined, appear- 
ing web-like when viewed with the oph- 
thalmoscope. This posterior opacity is 
above and outward from the visual axis 
through the lens, which accounts for 
the good vision. The rest of the lens 
is clear. 

A. V., aged thirty-two years, received 
an injury of the right eye March 30, 
1926. I examined him on the following 
day. There was a linear wound of the 
cornea in the pupillary zone, 1.5 mm. 
in length, and behind this in the ante- 
rior capsule a corresponding wound. 
The latter had apparently closed, for 
there was no opacity of the anterior cor- 
tex. The nuclear region was also clear. 
A small, sharply punched-out hole could 
be distinctly made out in the posterior 
capsule under oblique illumination, and 
surrounding this opening there was a 
thin greyish opacity like a halo. Opacity 


and opening were mostly temporalward 
from the visual axis and were in the 
same curved _ surface. Examined 
through the plus twenty lens of my 
ophthalmoscope the opacity took the 
form of an irregular network of lines 
with the opening distinguishable but 
less sharply outlined. A fragment of 
steel well back in the vitreous, less than 
one milligram in weight, was removed 
without difficulty by the posterior 
route. The posterior opacity was ob- 
served from day to day. It decreased 
in size considerably, in a two weeks’ 
period but a small network of fewer 
lines remained in which the opening 
was less sharply marked than at first. 
Vision on discharge was 20/40. The 
patient was seen several times during 
a six months’ period. Subsequent claim 
has never been made for visual loss. 

J. P. The right eye was injured No- 
vember 21, 1923. A few days later I 
examined him and found a small central 
scar of the cornea, a scar of the anterior 
lens capsule, and a disc-shaped poste- 
rior cortical opacity. X-ray examina- 
tion showed in the vitreous a small me- 
tallic fragment, which was removed 
posteriorly with a magnet. The opacity 
did not increase and three months after 
the injury visual acuity was 20/50. Re- 
cent examination of the claim file indi- 
cates that no claim for loss of useful 
vision has been made. 

A. J. was injured in the left eye No- 
vember 14, 1925. He was first ex- 
amined on November 17, 1925. There 
was a small wound of the cornea in the 
pupillary zone, a wound of the anterior 
lens capsule, and a posterior cortical 
opacity in the upper nasal quadrant. 
A fragment of steel, 12 mm. back, 4 
mm. above and 4 mm. to the nasal side, 
was removed from the vitreous. The 
opacity did not progress after dis- 
charge. Visual acuity was 20/50. There 
was no subsequent claim for loss of 
useful vision. 

A similar injury was that of L. S., 
on March 28, 1924. In my record the 
posterior cortical opacity is outlined as 
star-shaped and well above the visual 
axis. Vision was 20/40. I have no sub- 
sequent record of vision in this patient. 
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H. G. was injured September 7, 1926. 
] removed a fragment of steel from the 
yitreous. There was a small central 
linear wound of the cornea, a wound of 
the anterior lens capsule, two faint 
linear opacities in the anterior cortex, 
and a posterior central opacity with a 
punched-out opening in the posterior 
capsule. Eventually vision was 20/40 
with a plus 2.50 sphere combined with 
a plus 0.50 cylinder axis 90 degrees. 

S. B. was examined November 6, 
1926. He gave a history of an injury 
to his left eye in March of that year 
and stated that an x-ray taken at the 
plant hospital was negative for the 
presence of a foreign body. There was, 
however, a central scar of the cornea, 
a scar of the anterior lens capsule, and 
alinear path of opacity through the lens 
to the posterior capsule in the upper 
nasal quadrant. It appeared probable 
that the nucleus of the lens was not in 
the path of the foreign body. There 
was an indistinct scarred-over opening 
in the posterior capsule. Vision was 
20/50. A check-up x-ray was negative, 
but just back of the posterior capsular 
opacity there was an indistinct opaque 


area, without definite metallic luster, 
that may have been a minute foreign 
body. The patient’s eye had not 
changed when examined one year later. 

Of the seven patients in this group 
of fourteen who lost useful vision all 
presented at first the opacities of the 
anterior and posterior cataract. In three 
patients the lens slowly became more 
opaque. One had vitreous infection, 
and in three the posterior cortical cap- 
sule was dense enough from the begin- 
ning and directly in the visual axis, so 
that only large objects could be seen. 

‘The conclusion which I have arrived 
at from the observation of this group 
of fourteen patients may be briefly 
stated as follows: 

A small foreign body frequently may 
pass entirely through the lens and yet 
the patient retain useful industrial vi- 
sion. This is because opacification of 
the lens is limited to a punctate opacity 
at the point of entrance in the anterior 
capsule and a disc-shaped opacity of the 
posterior lens capsule at the point of 
exit. 
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DENDRITIC KERATITIS FOLLOWING THERAPEUTIC 
INOCULATION OF MALARIA 


WituiaM C. Finnorr, M.D., D.Opu., F.A.C.S. 
DENVER 


The fact that malarial infection, intentionally produced in the treatment of neurosyphilis, 
may result in dendritic keratitis has not apparently been brought to the attention of the 


neurologists and other clinicians by whom this method is being applied. 


In two cases 


here recorded, the complication was definitely attributable to the malarial infection, and 


resulted in serious lowering of vision. 


school of medicine of the 


The intimate relation between inter- 
mittent malarial fever and dendritic 
keratitis has been discussed by opthal- 
mologists for over half a century. Kipp’, 
in his first article on the subject, quoted 
A. Becker (Graefe-Saemisch Handbuch 
der Augenheilkunde, volume 5, page 
350) as follows: “It is also said that at 
times, after the eye had been bandaged 
for a few days, the epithelial layer of 
the cornea became suddenly cracked 
and was thrown off in large patches, 
but was completely regenerated in a 
few days. This description corresponds 
closely to the rare and very painful kera- 
titis, following intermittens, which has 
been described by the older writers, but 
is totally ignored in modern literature.” 

In 1889 Kipp? reported one hundred 
and twenty cases of dendritic keratitis 
following malarial fever. He thought 
that the eye affection was due to the 
- malaria. He wrote: “It is commonly de- 
veloped within a few days after an at- 
tack of intermittent fever, often simul- 
taneously with the appearance of her- 
petic vesicles on the nose or lios. In 
some of my patients every fresh attack 
of fever was followed by this corneal 
affection. In the great majority of the 
cases that I have seen, only one eye 
was affected.” 

Ellett®, Charles‘, and several others 
have reported similar cases; and at the 
present time malaria is accepted as one 
of the etiological factors of dendritic 
_ keratitis. 

That the corneal appearance is not 
characteristic of malaria alone is cer- 
tain. We now know that it is often 
seen during the course of other febrile 
diseases, and should be classified as a 
form of febrile herpes. 

The possibility of corneal complica- 


From the department of ophthalmology of the 
niversity of Colorado. 


tions in malarial fever, and the serious 
impairment of vision that frequently 
follows, are not generally known to the 
clinicians and neurologists who are em- 
ploying the plasmodium of malaria in 
the treatment of neurosyphilis. The 
following cases demonstrate that the 
danger in these cases needs emphasiz- 
ing. 

Case 1: Mr. E. P., aged thirty-sev- 
en years, was first admitted to the neu- 
rological service of the Colorado Gen- 
eral hospital June 6, 1928, because of 
weakness of the right side of the body 
and face following an alcoholic bout. He 
did not lose consciousness, and the 
weakness disappeared in a few days. 
He, however, was alarmed about his 
condition and entered the hospital for 
treatment. On questioning, it was 
learned that he had had a “suspicious 
sore” in the mouth in 1919 and that 
the Wassermann reaction had been posi- 
tive at that time. He had first noticed 
diplopia one year ago. It was transi- 
tory in nature but he thought that he 
had seen, double recently. On examina- 
tion no evidence of diplopia was found, 
but an upper altitudinal defect was 
found in the visual field of each eye. 
The pupils were irregular, unequal, and 
reacted sluggishly to light. Other neu- 
rological changes were found and a di- 
agnosis of neurosyphilis was made. He 
was referred to the Colorado Psycho- 
pathic hospital for treatment. 

On July 18, 1928, he was inoculated 
with tertian malaria, and he had his 
first chill and fever July twenty-eighth. 
The chills and fever—105° +—occurred 
at regular intervals, and after the fourth 
rise in temperature some discomfort 
was experienced in the left eye and the 
patient thought that he had scratched 
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the eye with his finger nail. The eye 
became red and painful and on the next 
day presented a typical herpetic infil- 
trate in the cornea. There were also 
herpetic vesicles on the left side of the 
nose. The eye became rapidly worse 
and in a few days the cornea stained 
with fluorescein in the usual branched 
manner. With the biomicroscope in- 
filtrates were seen in the deeper layers 
of the cornea under the superficial areas 
of infiltration. 

Discontinuation of the malaria was 
advised, and antimalarial therapy was 
instituted at once. Three additional 
chills occurred before the malaria was 
terminated. The eye healed slowly, and 
when he was last examined, November 
16, 1928, a typical irregular scar was 
seen occupying the lower two-thirds of 
the outer aspect of the cornea. The 
vision had fallen from 20/20 to 20/70. 

Case 2: Mr. J. H., forty-two years of 
age, was admitted to the Colorado Psy- 
chopathic hospital July 10, 1929, for the 
treatment of paresis. He was inoculated 
with malaria on July fifteenth. The 
first striking elevation of temperature 
occurred July twenty-first, and the tem- 
perature rose daily to 103° and above 
until August third, when the malarial 
fever terminated spontaneously. Pain 


was noticed in the left eye about Au- 
gust fifth, and three days later a well de- 


- fined dendritic keratitis was seen. The 


abrasions in the superficial layers of the 
cornea were branched, stained with 
fluorescein, and extended over more 
than one-half of the corneal center. The 
vision in the left eye at the time of ad- 
mission to the hospital was 20/30, and 
when it was last taken, August twenty- 
second, equalled 20/100. 

These cases represent a true dendritic 
keratitis due to malaria. In the first 
case it was associated with herpes of 
the nose, and the ocular process was 
undoubtedly herpetic in character. I 
have found in the literature no report 
of similar cases associated with the mal- 
arial treatment for neurosyphilis. Since 
this treatment has offered good results 
in the hands of a number of competent 
neurologists and is becoming used more 
widely, we as ophthalmologists should 
take it upon ourselves to advise our 
colleagues of its possible danger to the 
eye. 
I am indebted to Dr. Franklin 
Ebaugh; superintendent of the Colora- 
do Psychopathic hospital, for the rec- 
ords of these cases during the patients’ 
residence in that institution. 

920 Republic building. 
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LIPEMIA RETINALIS IN A DIABETIC 


CHartes E. G. SHaAnnon, M.D., Henry K. Monter, M.D. 
PHILADELPHIA 


A case of diabetes with lipemia, in which the characteristic ophtha!moscopic ap- 
pearance associated with this complication was observed until the time of its disappearance 
under treatment with insulin, is made the basis for a review of the relatively scanty litera- 


ture on this subject. 


From the medical service of Professor Thomas McCrae, Jefferson 


Hospital. Read before the American Ophthalmological Society, June 10 to 12, 1929, Hot 


Springs, Virginia. 


Lipemia retinalis is a rare affection. 
Up to the present time only four cases 
have been presented before the Ameri- 
can Ophthalmological Society, the first 
by Heyl in 1880, the second by Hardy 
in 1921, the third by McGuire in 1922, 
and the fourth by Hardy in 1923. In 
view of the comparative rarity of this 
affection and its infrequent observance 
even by ophthalmologists of wide ex- 
perience, it seems proper that the pres- 
ent case should be placed on record. 

Examination of the literature shows 
that thirty-five cases of lipemia retinalis 
have so far been reported, this making 
the thirty-sixth. In 1922 Wagener re- 
ported three cases in the American Jour- 
nal of Ophthalmology, and in addition 
he has observed ten* in the Mayo Clinic, 
as yet not reported. With the vision 
usually unaffected to any extent by this 
disease, a routine ophthalmoscopic ex- 
amination has undoubtedly not been 
made in many cases, and this may ac- 
count in part, as stated by McGuire, 
for the small number reported. 

Diabetes mellitus is properly consid- 
ered a disorder of the normal metabol- 
ism of the body. Commonly the dis- 
turbance of the metabolism of carbo- 
hydrates is more evident than that of 
fat or protein. It is known that the 
fat of the body is handled abnormally 
in diabetes and is present to excess in 
the blood stream and the liver. 

Lipemia may be defined as milkiness 
of the blood plasma due to an excessive 
amount of fat or to an altered physical 
state of the fat. It is not present in 
the blood of a normal individual when 
taken for examination in the post- 


absorptive period, although the blood 


plasma may contain an excess of choles- 
terol and its esters, lecithin and prob- 
ably some fat. If the normal individual 
~~ * Personal communication to the authors. 


ingests an abnormal amount of fat or 
an additional amount is mobilized with- 
in the body, it usually produces a milki- 
ness of the blood plasma which does 
not last for more than two to three 
hours. Bloor believes that the accumu- 
lation of fat in the blood causing the 
lipemia is due to the difficulty which 
the diabetic has in removing fat from 
the blood. Allen’s conception of the 
cause of lipemia in diabetes is that a 
general cachectic condition of the whole 
organism exists which affects all cellu- 
lar functions including permeability. 
The pancreas may secrete hormones 
which are specific in the removal of fat 
from the blood, just as it does for glu- 
cose. Insulin assists in the rapid re- 
moval of an excessive amount of sugar 
as well as of fat from the blood. 

J. L., aged forty-two years, was ad- 
mitted to Jefferson Hospital Nov. 26, 
1928, complaining of drowsiness durin 
the previous week. In addition, he suf- 
fered from weakness and from an an- 
noying pruritus of the scalp. His fami- 
ly history was negative for the occur- 
rence of obesity or diabetes. His mother 
died following a surgical operation for 
gall-stones and his father died of “old 
age.” One brother and one sister are 
living and well. Both are moderately 
over weight. 

The patient had measles and whoop- 
ing cough during childhood. At the 
age of twenty-eight years he had sev- 
eral boils on the neck. His best weight 
was 186 pounds at the age of thirty- 
two years. He came under the profes- 
sional care of one of us (H. K. M.) in 
1921, complaining of excessive appetite, 
thirst and polyuria, weakness, and loss 
of weight, his weight being only 158 
pounds. Physical examination showed 
nothing abnormal except relaxation of 
the skin due to weight loss. Blood-pres- 
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sure was 130/90, the pulse rate 80 per 
minute and regular, and the tempera- 
ture 98.2° F. 

On a twenty-four-hour diet of 85 

ms of carbohydrate, 70 grams of pro- 

tein, and 125 grams of fat, the urine of 
the patient became sugar-free in a week 
and the blood sugar, which was 224 mg. 
of sugar in 100 c.c. of blood, was re- 
duced to 134. The patient continued on 
| this diet and, not having occasion to 
consult a physician, was not seen un- 
til 1923, when a check of the diet, the 
urine, and the blood sugar was made. 
The urine was sugar-free, the blood 
sugar 121 mgs. per 100 c.c., and the 
patient commented on his excellent 
state of health. 

On admission to the hospital the pa- 
tient was dull and drowsy but could be 
readily aroused and answered ques- 
tions. 
| The odor of acetone on the breath 


was marked and the respirations were 
twenty-six per minute. The pupils re- 
acted normally to light, and the tension 
of the eyeballs did not seem decreased. 


| The heart, lungs, and abdomen showed 


nothing worthy of note. The radial 
pulse was soft and regular, having a 
rate of 100 per minute. The blood-pres- 
sure was 110/80. The arteries of the 
body that could be palpated did not give 
one the impression that they were thick- 
ened. The patellar reflexes were dimin- 
ished. The skin was dry and relaxed, 
and numerous pustules were present on 
the chest and on the skin of the forearm. 
There were a number of small brown 
pigmented areas on the skin of the 
shins resulting from old bruises, such 
as are seen in many diabetics. The 
specimen of urine examined imme- 
diately upon admission showed a spe- 
cific gravity of 1030, a decided trace 
of albumin, 3.3 per cent of sugar, and 
the presence of acetone and diacetic 
acid. No casts were present but there 
were many oil globules. Examination 
of the blood showed 235 mgs. of sugar 
and the CO, combining power was 
33.97 c.c. found as bicarbonate of soda 
per 100 c.c. of plasma. 

When a specimen of the blood was 
withdrawn it had a creamy appearance 


and separated into an upper one-half of 
a creamy color anda lower one-half of 
a dark brown appearance. 

With rest in bed, colonic irrigation 


with warm normal salt solution, forced 


fluids, and a diet of 60 grams of car- 
bohydrate, 50 grams of protein, 50 
grams of fat, and insulin, the patient 
became sugar-free on the fifth day after 
admission. He received 20 units of in- 
sulin twice daily, one-half hour before 
breakfast and supper. This was the 
first time he had received insulin. 

The systolic blood-pressure while in 
the hospital varied from 100 to 112 mm. 
Hg and diastolic from 60 to 68 mm. Hg. 
The temperature was normal at all 
times. Chart 1 will show the progress 
of the patient both clinically and from 
the standpoint of the laboratory. He 
responded well to treatment. Although 
his fat metabolism is not as yet on a 
normal basis, he enjoys excellent health. 

An eye examination was requested 
because of the diagnosis of lipemia and 
not because of any complaint’referable 


to his eyes, and this was made on the. 


day following his admission to the hos- 
pital. The pupils were equal and their 
reactions normal. Ocular rotations were 
unimpaired. The ophthalmoscope re- 
vealed the classic picture of lipemia ret- 
inalis. The disc was grayish or- waxy 
in color and the margins were modera- 
tely indistinct. The vessels appeared 
broadened and ribbon-like, and of a dis- 
tinctly salmon-like color, which dis- 
tinguished the vessels throughout their 
course. In the periphery the vessels 
seemed to lose themselves against the 
background of the choroid. Over the 
disc the vessels appeared to coalesce 
and form a large central vessel into 
which the various arteries and veins 
emptied. This is definitely shown in 
the drawing. The arteries and veins 
were indistinguishable, a characteristic 
feature of lipemia retinalis. No choroi- 
dal lesions were exhibited. Three days 
later under insulin the vessels began to 
lose their peculiar salmon-like color, 
and within five days they had returned 
to normal. 

Heyl’ was the first to describe lipemia 
retinalis, which at first he referred to as 
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intraocular lipemia. Cohen? suggested 
the name of lipemia angioretinalis, as 
he deemed it more accurate. However, 
lipemia retinalis still remains the classic 
titre of this rare condition. 

The striking ophthalmoscopic pic- 
ture, the peculiar light salmon or straw- 
berry and cream or milky or light pink 
color of the vessels, the increase in di- 
ameter of the vessels, the similarity in 
appearance of the arteries and veins, 
their rather flat or ribbon-like aspect, 
and the absence of a central light streak, 
all combine to form a picture that 
should lead to a prompt and accurate 
diagnosis of lipemia retinalis. 

Heyl’, Hale White’, Fraser*, Hardy’, 
Reiss*®, Turney and Dudgeon’, Wage- 
ner®, McGuire®, and Chase’ give vivid 
pictures of the appearance of the ves- 
sels. Usually the large vessels are sal- 
mon-colored and the peripheral vessels 
cream-colored. In our case the salmon 
color seemed to extend even to the ex- 
treme periphery. The intensity of the 
coloring of the vessels varies widely 
from a cream to an intense salmon color. 
The explanation offered by Moore™ for 
this peculiar color of the vessels is as 
follows: “Ordinarily the choroidal ves- 
sels appear flat and diffused, as the light 
reflected from them passes through the 
retina with its pigmented epithelial 
layer a diffusing medium. The retinal 
vessels lying on the surface of the re- 
tina, light is reflected direct from the 
central axial stream without having to 
traverse any but transparent media. 
When, however, the central axial 
stream is surrounded by a plasma 
which on separating has the appearance 
of cream, the effect of a ground glass 
instead of a transparent envelope is 
produced. By this also the central light 
streak is lost as well as the cylindric 
character of the vessels. The retinal 
vessels in lipemia retinalis therefore 
simulate in appearance and character 
the choroidal vessels.” 

Various theories have been advanced 
regarding the striking fundus picture. 
It is generally assumed that the high 
content of fat in the blood is the basic 
cause for this peculiar appearance of 
the blood vessels. On the other hand, 


Wagener and other observers believe 
the “chemical or physical composition 
of the fatty constituents of the blood” 
cause the peculiar appearance of the 
vessels. 

McCann”, in a report of two cases 
which came under his observation, 
states that he does not believe the high 
content of fat can alone be responsible 
for the lipemia retinalis, for, despite the 
increase of the lipoid ingredients in the 
blood, the lipemia retinalis disappeared, 
Further, he says that “the state of ag- 
gregation of the fats has more to do 
with the appearance of the retina than 
the total lipoid content, and the ab- 
normal appearance of the retinal ves- 
sels may be due to a film of fatty lymph 
in the perivascular spaces or to fat de- 
posits in the adventitia”. 

Foster Moore™ states that, while 
lipemia is described as appearing in a 
“number of widely differing diseases— 
e. g. chronic alcoholism, phthisis, as- 
phyxia, nephritis, phosphorus poison- 
ing, pneumonia, peritonitis, gout, star- 
vation, and diabetes”, he has been un- 
able to discover any reported case in 
which lipemia retinalis was observed 
except when diabetes was the cause. 
An exception must be made in one of 
Wagener’s cases, in which a lipemia ret- 
inalis was associated with leukemia ret- 
inalis. 

The percentage of blood fat in the re- 
ported cases varied widely. In 28 cases 
the average of the total fat was 9 per 
cent, averaging from 4.24 to 26.5 per 
cent. In Wagener’s 13 cases it ran from 
1.04 to 8.8 per cent. Up to 1922 it was 
generally believed that lipemia retinalis 
did not appear unless the blood fat 
reached 4 per cent or above. In Wage- 
ner’s cases, while the average percent- 
age was 4.22, eight of the cases were 
under 4 per cent, two even reaching 2 
per cent. High blood and urine sugar 
were noted in these cases, but accord- 
ing to Wagener there is no definite re- 
lation between the percentage of sugar 
and that of blood fat. He cited one 
case with blood fat of 8.8 per cent, the 
urine sugar 2 per cent, and blood sugar 
0.312 per cent. On the other hand, one 
case of 2 per cent blood fat was associa- 
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ted with a urine sugar of 2 per cent and 
blood sugar of 0.36 per cent. In our 
case the blood fat was over 8 per cent, 
blood sugar 0.235 per cent, urine sugar 
3.3 per cent. 

A study of the effect of insulin on the 
fundus changes is interesting. In 
Wagener’s thirteen cases, ten of which 
have not been reported, the average 
length of the lipemia retinalis was the 
same, twelve days, although in Hardy’s 
patient, as in our own, it disappeared 
in five days under insulin. In Chase’s 
case it disappeared in fifteen days. It 
is noteworthy, however, that in every 
case of lipemia retinalis the patient was 
seriously ill, either in a comatose or pre- 
comatose stage. At the time of his ad- 
mission, our patient, as already stated, 
was in a semicomatose condition. 

In Chase’s® tabulation, which does 
not include Wagener’s ten unreported 
cases, 57 per cent died, two had pneu- 
monia, and ten had coma, which was 
probably the cause of death in five 
others. In Wagener’s ten unreported 
cases, two died. 

Lipemia may be produced by hemor- 
rhage as demonstrated by Boggs and 
Morris.** While retinal lipemia has 
been regarded by some observers as the 
terminal incident of juvenile diabetes, it 
is found that the average age is about 
twenty-six, the youngest being nine and 
the oldest sixty-five years. 


The incidence of sex is noteworthy. 
In Wagener’s thirteen patients, ten 
were males and three were females. In 
the remaining cases so far reported the 
proportion of males to females was 
about the same. 

The actual duration of the disease is 
of necessity conjectural, since it is im- 
possible to determine accurately the on- 
set. It usually varies from five days to 
three weeks. In the writers’ case the 
actual return to normal was in five days. 
Wagener reports that “the highest 
blood fat, 8.2 per cent, showed the most 
stubborn lipemia retinalis. On the 
other hand, a patient with 5 per cent 
showed a normal return in five days and 
one with 3.5 per cent had a persistent 
fundus change for a week.” 

Our patient was discharged from 
the hospital two weeks following ad- 
mission, feeling well, and determined 
hereafter, by reason of his experience, 
to follow closely the prescribed diet. 
On June 10, 1929, his last visit, he 
appeared in excellent health and his 
fundus ,was normal. Vision 20/20 in 
each eye. 

The authors are indebted to Dr. Jo- 
seph M. Looney, of the department of 
chemistry of the Jefferson Medical Col- 
lege, for frequent chemical examina- 
tions and invaluable help in this study. 


1930 Chestnut street 
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HISTORY OF MY GLAUCOMATOUS ILLNESS 


Pror. Dr. Lupwic LAQuEUR 
“FORMERLY OF STRASBURG” 


(Originally published in the Klinische Monatsblatter fiir Augenheilkunde in June, 
1909, and now translated by Edward Jackson.) 


Professor Laqueur was born in Festenberg, Silesia, in 1839. He died April 20, 1909. In 
July, 1874, when almost exactly thirty-five years old, he had the first noticeable prodromal 
attack of glaucoma. The attacks recurred mostly in the right eye, with increasing fre- 
quency and severity, in spite of the use of es¢rin. In March, 1880, Horner of Zurich did 
iridectomy, first on the right eye and a few days later on the left. Visual acuity and fields 
remained normal, and continued so until death. This account was written more than 


twenty-two years after the iridectomies, and was published posthumously. 


In the transla- 


tion the personal character of the original has been preserved. 


I was born July 7, 1839, of Jewish 
parents. From my family history the 
following points are noted. My father 
reached only the age of sixty years. He 
was healthy to the age of about fifty- 
seven, and died of nephritis. His eyes 
were emmetropic and entirely healthy. 
His mother reached the age of eighty- 
three, but was completely blind for 
more than thirty years. The descrip- 
tion she gave me of her eye disease, 
which began with severe pain and in- 
flammation, leaves not the slightest 
doubt that she was blinded by acute 
glaucoma of both eyes. The most cele- 
brated surgeons of that time were con- 
sulted (also quacks) but naturally with- 
out result. Of her sixteen relatives, ex- 
cept myself, none has suffered from 
glaucoma. My father’s father reached 
an age of seventy-seven years, remain- 
ing always healthy. The eyes of my 
father’s brothers and sisters remained 
sound. 

My mother was a healthy woman un- 
til sixty-five years old. Then began a 
weakness of memory that very slowly 
increased to senile dementia ; and, with 
gradual bodily decline, my mother died 
when seventy-one years of age. Her 
eyes were emmetropic and fully normal. 
She came from a family tending to men- 
tal disease. This heredity was trans- 
mitted to my eight-year-old younger 
brother, who as a thirteen-year-old boy 
had attacks of paranoia. This brother 
was congenitally red-green blind. My 
other brothers and sisters remained free 
from eye or brain disease. My four- 
year-younger sister died at the age of 
forty-six, of pernicious anemia. 


In my childhood I remained healthy. 
Of children’s diseases I had only vario- 
loid, and at the age of thirteen measles. 
As constitutional peculiarities must be 
noted that my face was pale and that 
violent bodily exercise, as mountain 
climbing, never reddened my cheeks. 
Vexation, anger, and particularly fright 
increased the pallor of my face. Cold 
hands and cold feet, from which I often 
suffer, indicate inactivity of the circu- 
lation. The heart impulse is always 
rather weak, and the apex beat almost 
imperceptible. Further I note that the 
skin of my whole body reacts unusually 
strongly to insect stings. All these pe- 
culiarities have remained throughout 
my whole life. 

Early I noticed that, with good acuity 
of vision, colors were not so well recog- 
nized as by my comrades. Later I 
learned that I had a typical red-green 
blindness. This defect often caused em- 
barrassment, and I sought to conceal 
it as well as possible. During my course 
of study and later in the examination of 
eye patients it was often a hindrance 
to me, yet my own example has demon- 
strated that in spite of such a handicap 
one can often make optical investiga- 
tions, although not in the field of chro- 
matics. My eyes were emmetropic and 
had visual acuity of 1. But it was note- 
worthy that they were entirely free 
from astigmatism ; when a student I be- 
gan to occupy myself with questions 
of accommodation, visual acuity, ete. I 
saw the stars as points and not star- 
shaped (or as small circles), as they are 
usually portrayed. I was always senst!- 
tive to light and had generally narrow 
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pupils. At the age of twenty-two years 
| suffered from a mild catarrhal con- 
junctivitis, which sometimes caused the 
lids to stick together. I then frequently 
used (in Cologne) painting of the lids 
with a 1.5 percent silver nitrate solu- 
tion, with success. But the conjunctivi- 
tis was never entirely cured, and I am 
still subject at times to mild recurren- 
ces, which render the silver nitrate 
treatment necessary. During these re- 
lapses the sensitiveness to sunlight, 
which has never disappeared, becomes 
more marked and compels me to use 
smoked protective glasses on occasions 
when others can do without them, for 
example during walks, even on the city 
streets in the sunshine. But artificial 
light was fairly well tolerated. 

At the age of thirty-three years I 
took a three weeks’ trip in Switzerland. 
The weather was usually clear, and I 
wore out-of-doors, on account of my 
sensitiveness to sunlight, almost con- 
stantly dark smoked glasses in a pince- 
nez with a strong spring. Before the 
end of this journey I noticed a change in 
my eyes. When I had returned home, 
I recognized that this depended upon an 
acquired corneal astigmatism (of 0.75 
D.) of the right eye, astigmatism with 
the rule. This affection could only have 
arisen from long pressure of the pince- 
nez. I made use of this personal obser- 
vation in my article in Graefe’s Archiv 
(volume 30, part 1, page 103). This as- 
tigmatism did not change up to the time 
of my operations and did not at all 
bother me. One who was not a special- 


ist would probably not have become 


conscious of it. 

In the next two years I noticed noth- 
ing striking in my eyes, until one hot 
July day of the year [874 I had the first 
prodromal attack of glaucoma. That 
day I returned very late (two hours 
later than usual) from the clinic to my 
dinner at home, very tired, being ex- 
hausted and depressed by a tedious op- 
eration (blepharoplasty) complicated 
by severe hemorrhage, which I had per- 
formed. While I was still on the street 
I noticed a cloud before the right eye; 
during the meal a similar cloud ap- 
peared before the left eye, and when I 


struck a light and watched the flame I 
saw before my eyes for the first time 
the ominous color ring, which in the fol- 
lowing years often made my life miser- 
able. As I found both eyeballs hard, 
I was certain of the diagnosis. 

Under the influence of mental diver- 
sion and a walk I became free of this 
phenomenon within a few hours, and 
the next two or three months passed 
without it returning. In the left eye 
it only returned two or three times, the 
last time in March, 1880, after the op- 
eration on the right eye; but in the right 
eye it appeared many hundreds of times. 
Its second appearance was again after 
great emotional excitement. In the 
winter of 1874-1875, the intervals were 
still long, and I was often free for two 
or three weeks—in the summer of 1875 
and in the following winter they re- 
turned more frequently, and later occa- 
sionally thrice a day (lasting an hour 
or more), sometimes also in the night 
or on waking in thé early morning. 

The details of the phenomenon have 
been exactly described in my work on 
prodrornal glaucoma in Graefe’s Archiv, 
volume 31; of course I did not portray 
them merely according to my subjective 
experiences, but also according to ob- 
servations upon other patients. The 
diameter of the halo I found smaller in 
myself than there given, namely, only 
eight or nine degrees; but the milder 
and severer attacks there described I 
was able to study in myself; in par- 
ticular I can definitely assert that dur- 
ing more intensive attacks of longer 
duration the colors fade out and give 
place to a colorless halo. Not even in 
the more severe attacks did I ever ex- 
perience pain or even somewhat de- 
cided injection of the eye. The reduc- 
tion of central visual acuity varied be- 
tween 3% and po of normal. Contrac- 
tion of the visual field did not occur. 

As to the exciting causes of the at- 
tacks I have also expressed myself in 
the work referred to above. I learned 
to know more and more the great im- 
portance of psychic influences; an ac- 
cess of annoyance, of anger, of confu- 
sion, even the agreeable excitement of 
stirring music or a fine scene at the 
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theater provoked the attacks; somatic 
influences included excess of hunger, 
staying in a bad atmosphere, in a hot 
room during evening gatherings, while 
exercise in the open air shortened the 
attack or caused it to disappear. When 
in 1876 I learned of the hypotensive 
effect of physostigmin, I made use of 
this remedy ; it did not fail me in a sin- 
gle instance, and I do not remember that 
more than a single instillation was ever 
necessary. But I soon learned that it 
did not prevent the return of new at- 
tacks. 

As the attacks became more frequent 
(always only inthe right eye), I became 
slightly disturbed in my activity ; I oc- 
casionally had an attack during my lec- 
tures or in the middle of an operation, 
and had to make great efforts to avoid 
anything being noticed. The thought 
of an operation (naturally only iridec- 
tomy, for substitute operations were at 
that time hardly mentioned) was there- 
fore imminent. I decided to consult 
Horner in Zurich, and at the end of 
December, 1878, I made the journey to 
him. After very thorough examination 
he advised me not to have the opera- 
tion done yet, but still to rely upon 
the palliative remedy, physostigmin ; in 
the meantime he prescribed for me a 
very detailed diet and advised me to 
. take small doses of quinine (0.15 gm. 
daily) over a prolonged period. His in- 
structions, which upon the whole have 
proved effective, disclosed his distinc- 
tive quality as a physician who knows 
how to individualize, and as such he 
was justly famous. 


I kept up a continuous correspond- . 


ence with Horner, with whom I had 
assumed a relation of intimate friend- 
ship, and was able to inform him in the 
summer of 1879 that in spite of the five 
years’ duration of the disease my condi- 
tion was at least not becoming worse. 
In November, 1879, I again went to 
Zurich. Horner found the visual acuity 
still normal, the visual field intact, the 
optic nerve not excavated, but the sub- 
stance of the nerve, as he expressed it, 
not so diaphanous as in the normal con- 
dition. After careful weighing of the 


pros and cons and having regard to my 
situation he proposed that iridectomy of 
the right eye should be undertaken, and 


- decided to perform it during the next 


year’s Easter holidays. I at once agreed 
to this sensible proposal. It will readily 
be believed that throughout the winter 
I was quite preoccupied by thoughts of 
the impending operation. For me it 
was a matter of my career, almost of 
my existence. The problem was not 
merely not to injure the eye by the 
operation, but to preserve it with full or 


almost full visual acuity—who can 


guarantee this?—and I further had be- 


.fore me the specter of a like ailment in 


the other eye. I steadily maintained my 
customary activity—only I restricted 
my pleasures and avoided more care- 
fully than before the things which I 
knew to be harmful. 

On March 16, 1880, I entered Hor- 
ner’s private clinic, the “Hottinger 
Hof”. Except Horner, his assistants, 
and the nurse, no one knew my name, 
and as I was concerned that my opera- 
tion should not become known to wider 
circles, I asked for secrecy, which was 
maintained as completely as possible. 
On the eighteenth of March Horner did 
(with the lance knife) the iridectomy 
on the right eye; as the eye was free 
from irritation, the operation was not 
particularly painful (cocaine was at that 
time not yet known) ; I might compare 
the feeling to a somewhat intensive 
burning—and quiet holding of the eye 
with the gaze directed downward was 
not too hard for me; my behavior dur- 
ing the operation gained for me flatter- 
ing eulogies on the part of my operator, 
who was perhaps more emotionally af- 
fected by the surgical intervention in 
the eye of a colleague and friend than 
was the patient himself. At least he 
told me later that during my opera- 
tion his assistants saw him tremble for 
the first time, him who otherwise al- 
ways had an absolutely calm and steady 
hand. Nevertheless the operation was 
quite correct and the course of healing 
normal: for a few hours still a mild 


burning under the bandage, then com-. 


plete freedom from pain. After three 
days I was able to get up, and after five 
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days could go out with protective 
glasses. 

I should shortly have made the jour- 
sey homeward, and the left eye would 
have remained untouched, if a fairly 
severe prodromal attack had not occur- 
red in the left eye on the sixth day, 
without special cause. Although this 
attack promptly yielded to eserin, Hor- 
ner decided also to do the iridectomy on 
this eye. I am under the greatest obli- 
gation to him for this decision ; for with- 
out it my precarious situation would 
probably have persisted for years 
longer, and the operation would have 
had to be executed later under more 
eunfavorable conditions. 

On March twenty-fifth, therefore, 
Horner did the iridectomy on the left 
eye upward, this time, so I heard, with 
steady hand and quite in order. The 
pain was about the same as a week 
earlier in the right eye; but it did not 
quiet down after a few hours, but even 
increased after three or four hours and 
became so violent, radiating over the 
whole left side of the head, that I had 
to call for Horner. He found the eye 
greatly injected and assumed a violent 
acute attack of glaucoma (malignant 
course as sequel to the iridectomy) ; but 
the eye was not felt. Fortunately for 
me this assumption was not justified. I 
received a subcutaneous injection of 
morphine, after which the pain quieted 
down ; I fell into a sleep of several hours 
and on waking was quite free from pain. 
From this time on the course of healing 
was quite undisturbed and on April 
fourth I was able to leave the clinic. 
The cause of the violent pain after the 
operation could never be determined. 

I remained another nine days in 
Zurich, wrote or dictated, under the re- 
cent impression of what I had gone 
through, my discussion “on the pro- 
dromal stage of glaucoma” which ap- 
peared in Graefe’s Archiv, volume 
thirty-one, then went for convalescence 
for another six days to Baden-Baden, 
and on April eighteenth was able, com- 
pletely cured, to resume the full scope of 
my activity. The visual acuity of both 
eyes then amounted to 3%4,—% after cor- 
rection of the astigmatism, which in 


each eye, after complete cicatrization, 
two or three months after the opera- 
tions, was 0.75 D. against the rule. 


I have had a single prodromal attack 
since that time, in April, 1881—I am no 
longer quite certain whether it was in 
the right or the left eye—but since then 
I have fortunately not experienced any- 
thing of a glaucomatous nature (that is 
for twenty-two and half years) ; it is to 
be hoped that I shall continue to be free 
for the rest of my life’. 

As a result of the operations I must 
indicate a somewhat increased sensi- 
tiveness to light. This was, as above 
remarked, quite pronounced before 
operation, but was increased by the 
colobomata, although these were not 
large and were partly covered by the 
upper lids. Since that time I have there- 
fore always carried smoked glasses in 
my pocket, to be worn when necessary, 
for snow or glaring sunshine, even in 
the city. Of evenings in brightly lighted 
rooms or halls this was never neces- 
sary. 

Much more than by this dazzling I 
was annoyed by my concern that people 
might notice the iris colobomata, and I 
have suffered much and renounced 
much on account of this perhaps foolish 
thought. The fact of the matter was 
that in the right eye the coloboma was 
vertical, of moderate size, and with 
slightly divergent pillars, and was well 
covered by the upper lid, so that even 
an expert oculist would have detected 
it with difficulty without raising the lid. 
On the left side the coloboma was some- 
what broader and its long axis deviated 
a little to the temporal side; in this eye 

it was partly visible with the usual 
opening of the lids, and this circum- 
stance made me uneasy. The result 
was that I maintained rather strong 
contraction of the orbicularis, that when 
I talked with other people, especially 
colleagues, I did not look directly at 
them and assumed a frowning grimac- 
ing expression that people had not been 
used to finding in me. 

I felt confused and restrained in my 


*The author died in his seventieth year 
without symptoms having recurred. 
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relation with persons who talked with 
me at close range and looked directly 
at me, and must have given them the 
impression of a fellow with a bad con- 
science; the frequent spastic contrac- 
tion of the orbicularis and of the corru- 
gator even resulted in the formation of 
a persistent vertical fold of the skin of 
the glabella and of a few slight wrinkles 
of the forehead. 

My timidity as to my condition be- 
coming known to wider circles de- 
pended less upon apprehension that this 
might harm my position, my practice, 
etc., than upon the fact that I wished to 
avoid the many questions of sympathy 
and curiosity which were repulsive to 
my modesty. For this reason I have 
hitherto not published my observation 
of my own case, although de Wecker, 
who knew of my affliction, very urgent- 
ly requested me to do so, in order to 
make use of it for his review “Sur la 
valeur de I’Iridectomie dans le glau- 
coma”; I only gave him a short notice 
on the favorable action of iridectomy in 
a physician. 

Since my operations I have enjoyed 
on the whole good health; release from 
the burden which had oppressed my 
spirits had a favorable influence on my 
nutrition and my frame of mind. Inter- 
current slight imdispositions, such as 
colds, occasional but rare attacks of mi- 
graine, toothache, even violent emo- 
tional upsets, severe annoyance, pro- 
duced no attack of glaucoma. The only 
ocular disturbance I need mention is 
typical scotoma scintillans, of which in 
the course of years I have had alto- 
gether five or six attacks. These at- 
tacks always passed off within fifteen 
or twenty minutes without further 
trace. For ten years I have suffered 
from attacks of tachycardia, which are 
probably to be attributed to the smok- 
ing of Havana cigars, and which in the 
last few years have bothered me rather 
frequently, sometimes daily. These 
also have remained without influence on 
the glaucoma. I can therefore regard 
myself as permanently cured. One may 
imagine how often and with what feel- 
ings of reverence and gratitude | re- 


member my great teacher A. von 
Graefe, without whose discovery I 
should have become an invalid in the 
prime of life. 

Beside myself two colleagues in the 
specialty have had the sad privilege of 
observing glaucoma in their own per- 
sons: W. Wagner in Odessa and Emile 
Javal in Paris. The first described his 
malady (glaucoma of the left eye), 
which like mine was completely cured 
by iridectomy, in Graefe’s Archiv, 
volume 29, part 2, page 280, and in the 
Klinische Monatsblatter fiir Augenheil- 
kunde, 1901, volume 2, page 558; while 
the latter gave a thorough account of 
his bilateral glaucoma, with unfortu- 
nately disastrous outcome, in the No- 
vember issue of the Annales d’Oculis- 
tique, 1901. 

Wagner’s description is very interest- 
ing, but in my opinion presents little 
that is new. In several places he dis- 
putes my views as to the origin of the 
attacks, in particular he argues against 
the contention that a condition of de- 
pression causes the attack. His evi- 
dence however seems to me to speak 
rather for than against my view. He 
had his first attack in a session in a hot 
room after excitement by lively discus- 
sion, that is exactly the conditions 
which I adduced as incidental causes. 
Many of his attacks arose through such 
“causes as produced in him congestions 
toward the head”. Disregarding the 
fact that this expression is somewhat 
obscure, -Wagner’s view must be op- 
posed with the fact that one may feel 
poorly in spite of reddening of the face. 
He entirely confirmed in himself the 
prompt cutting short of the attacks by 
physostigmin. 

As to Emile Javal’s glaucoma and its 
tragic outcome much may be said. It 
is not mere chance that of the three 
ophthalmologists who have suffered 
from glaucoma two belong to the Jew- 
ish race; he, like myself, was predis- 
posed to glaucoma by heredity. To 
this general predisposition was added a 
special one, that is to be attributed to 
his nervous system, particularly to the 
sympathetic—read what he writes con- 
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cerning his vasomotor disturbances, in- 
equality of the two sides of the head in 
regard to temperature and secretion of 
sweat. The unfortunate outcome in the 
eye first affected is primarily attribu- 
table to the circumstance that the 
otherwise, as I could convince myself by 
actual inspection, quite correct iridec- 
tomy was executed too late; further, 
unfortunately, the contrary behavior of 
the patient after the operation, who in 
the winter, on the fourth or fifth day 
after the intervention, when the streets 


were covered with snow, went out, 
smoked, and did not spare himself?. 

It is quite comprehensible that Javal 
postponed the operation on the second 
eye as long as he possibly could—in 
my opinion however it would have been 
better to have it done after the first 
serious disturbances. No one can have 
a deeper sympathy with his terrible fate 
than I who came so near falling a vic- 
tim to it myself. 


* Javal himself says that he did not do these 
things until a month after the operation. 
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NOTES, CASES, 


A CASE OF BLUE SCLEROTICS* 


ArtHur A. Knapp, M.D. 
NEw 


A. L., female aged four years, was 
brought to the eye service of Dr. Agat- 
ston at the Sydenham Hospital dispen- 
sary because of the blue discoloration 
of her right eye. This condition has 
been present from birth, with no change 
in coloration. There has been no treat- 
ment of any kind. There is nothing 
of note in the previous history; devel- 
opment has been normal. There has 
never been any fracture, dislocation, 
strain, or deafness. 

Of note in the family history is that 
a grandmother and an aunt on her ma- 
ternal side, as well as the patient’s 
mother, have stigmata of blue sclero- 
tics. Each of them shows patches of 
bluish discoloration variously distribu- 
ted over the scleras. Those of ‘the 
mother do not show any increase in 
coloration or number over those of the 
grandmother. No such condition exists 
on the paternal side. Her younger sis- 
ter, aged two years, is normal. There 
is no history of consanguinity ; nor does 
a careful investigation of the family 
histories of each parent reveal any evi- 
dence of congenital defects other than 
as already noted. There is no chronic 
disease present in any member of the 
patient’s family. 

A complete physical examination is 
negative, except for the local condi- 
tion. Thorough roentgen examination 
of the skeleton does not show any bone 
defect or bone lesion. The blood Was- 
sermann and Kahn reactions are nega- 
tive. The blood calcium is a high nor- 
mal. Because of the finding of a thin- 
ning of the ear drum membrane in some 
of these cases, a thorough otologica] ex- 
amination was made, with negative re- 
sults. (This thinning of the drum 
membrane is thought to be associated 
with otosclerosis and deafness in later 
life.) 


* Read before the section on ophthalmol- 
of the New York Academy of Medicine, 
May 20, 1929. 


INSTRUMENTS 


Ophthalmological examination: 
There is no buphthalmos, nor retarded 
development of the eyes. The axes of 
the eyes are normal. Vision in both 
eyes is good, as well as can be deter- 
mined in so young a child. The lids 
of the right eye are light blue in color. 
There is a conspicuous slate-blue dis- 
coloration of the sclera of the right eye, 
which is in marked contrast to that of 
the left eye. This abnormal pigmenta- 
tion is darker anteriorly from the border 
of the ciliary body. There is a compara- 
tively normal colored patch of sclera 
circumscribing the limbus for half a 
centimeter. The pupil of this eye is 
equal to that of the left, is regular, and 
reacts to light and accommodation. The 
cornea and anterior chamber appear 
normal. There is neither embryotoxon 
nor bulging of the cornea. The iris is 
dull brown; the lens is normal. There 
is no muscular imbalance. Tension to 
palpation is normal. The eye is hyper- 
opic. 

The left eye shows a slight bluish dis- 
coloration of the sclera with a few dark- 
ly pigmented patches in the region of 
the limbus. The eye is normal in other 
respects. 

Ophthalmoscopic examination shows 
normal fundi. The discs are not oval, 
nor is Fuchs’s coloboma present. 

The etiology of this condition is un- 
known. One theory is that there is an 
increased transparency or translucency 
of the sclera; another, that there is an 
increase of pigment in the pigmented 
cells of the sclera. Those who hold to 
the former theory believe that there is a 
lack of fibrous tissue in the sclera; still 
others think that there is an absence 
of lime salts, and this deficiency is used 
to explain the lack of fibrous tissue. 

The rarity of this condition prompts 
me to report this case. In closing I 
wish to express to Dr. Agatston my 
thanks for his permission to do so. 


2021 Grand Concourse 
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AN UNUSUAL CASE OF 
DIPLOPIA 


Lewis P. Giover, M.D. 
ALTOONA, PENNSYLVANIA 


The following case is reported not 
only on account of the unusual cause 
of diplopia but also for the rare loca- 
tion of an apparently tuberculous le- 
sion. 

R. S., aged twenty-four years, a pa- 
tient at the Cresson state tuberculosis 
sanatorium complained of intermittent 
diplopia, which he said had been pres- 
ent for about two months, but was get- 
ting worse and at the present time, 
September, 1929, was almost constantly 
present. 


same time, it was found that he had an 
advanced pulmonary tuberculosis. 

About six months ago he had a swell- 
ing of the lower jaw which passed un- 
noticed, but shortly after that a lump 
appeared at the outer margin of the 
left lower lid. This he says opened, 
and since then a white, lumpy discharge 
has drained. There has been no pain 
or inflammaticn at any time and no ten- 
dency to heal. 

At present, there is at the lower outer 
margin of the orbit an open sinus, about 
three-eighths inch in diameter, from 
which a constant discharge occurs. The 
lower lid is slightly everted and drawn 
down. There is a doughy induration 
of the upper lid. A moderate degree 
of exophthalmia is present. Diplopia 
is constantly present on looking to the 
left. 

Vision is six-ninths in both eyes. 
Nothing abnormal is found in either 
globe, except a rather marked dilatation 
of the veins of the left fundus. The ap- 
parent upshoot of the left eye in the 
photograph is due to the drawn down 
lower lid. 

It is found on further examination 
that a probe may be passed through the 
sinus, into the maxiliary antrum, or 
upward back of the globe. The bone 
about the outer rim of the orbit is felt 
to be much roughened. 


Unusual case of diplopia (Glover). 


Past history: In February, 1928, the 
patient had his left leg amputated half 
way to the thigh on account of tuber- 
culous osteomyelitis. The stump never 
healed and the remainder of the femur 
and hip joint is now involved. At the 


The x-ray plate shows a markedly 
cloudy antrum and bony destruction in- 
to the orbit. Examination of the nose 
is negative. 

The lesion is typical of tuberculosis, 
as evidenced by the lack of pain and in- 
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flammation, although no tubercle ba- 
cilli are found in the smears. The sinus 
has evidently burrowed behind the 
globe, causing the enophthalmos and 
the edema of the upper lid. Partial de- 
struction and adhesions about the exter- 
nal rectus would account for the diplo- 
pia. 

Only local cleansing treatment is at- 


tempted, as the patient’s condition js 
too serious for any radical sinus opera- 
tion. 

I am indebted to Dr. M. E. Cowen, 
of the Cresson sanatorium, for the 
photograph and the x-ray plate and to 
Dr. Appel, secretary of health, for con- 
sent to publish. 

1200 Fourteenth avenue 


SOCIETY PROCEEDINGS 


Edited by Dr. Lawrence T. Post 


CHICAGO OPHTHALMOLOGI- 
CAL SOCIETY 
May 27, 1929 
Dr Georce F. Suxer, president 
Epithelial dystrophy of the cornea 

Dr. Dewey Katz presented a man of 
fifty-three years whose history stated 
that vision had always been subnor- 
mal. Six weeks ago both eyes began 
to tear, the left more than the right. 
The left eye became red, with marked 
photophobia, lacrimation, and diminu- 
tion of vision, but no pain. 

At the time ‘of admission to the hos- 
pital vision was R.E. 10/200; L.E. 
4/200. The right cornea revealed a 
diffuse haziness of the central eight 
millimeters. Oblique illumination gave 
the cornea an edematous appearance. 
The biomicroscope showed absence of 
corneal edema but a much thickened 
epithelial layer containing numerous 
very small shallow depressions. The 
sensitivity of the cornea was absent in 
the center and markedly diminished 
throughout the remaining portion. The 
left palpebral fissure was one-third 
narrower than the right. There was 
marked photophobia, lacrimation, and 
ciliary injection. Bordering the limbus 
from the 5:30 to the 6:30 o’clock posi- 
tion, and extending toward the center 
of the cornea for four millimeters, was 
a square yellowish-white opaque area 
extending through the anterior one- 
third of the cornea. In the center of 
this area was a loss of substance. Nu- 
merous superficial and deep vessels 


crossed the limbus in this region and 
extended varying distances into the ul- 
cer. The rest of the cornea, except for 
a narrow rim at the limbus, showed the 
same thickened epithelial layer as in 
the fellow cornea, with its numerous 
small depressions. There was no hy- 
popyon. The ulcer was treated by elec- 
tric cautery. The progression ceased 
and the area was filled in very slowly 
by scar tissue. 

The case, except for the ulcer com- 
plication, was a typical example of 
Fuchs’s epithelial dystrophy of the 
cornea. Neither increased tension nor 
tabes, two findings frequently reported 
in this disease, was present. 


Lupus vulgaris 

Dr. JosepH C. Beck showed a case 
which had been under observation for 
a numbér of years. This man’s mother 
had been treated for a similar condition, 
which never extended beyond the ves- 
tibule. She had gone to Florida to live 
and it seemed that this had improved 
the trouble. This patient had the same 
condition about the nose, palate, and 
larynx. It looked like tuberculosis, 
though that had not been identified. 
Lungs and general physical findings 
were negative. Four eminent derma- 
tologists had seen this man, without 
agreement at any time that it was true 
lupus until a section of tissue was re- 
moved from the palate, when etiolo- 
gical examination showed a typical dis- 
ease analogous to a tuberculous pro- 
cess. About seven months ago the pa- 
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tient thought his vision was diminish- 
ing. Upon examination some corneal 
opacity was seen and the patient was 
referred to Dr. Gradle. In treatment 
of the skin condition every conceivable 
sort of radiation had been used, always 
by expert dermatologists who were par- 
ticularly careful about screening the 
eyes. Nothing had any effect until in- 
jections of colloidal gold were tried, 
when improvement was noted so far as 
the skin condition was concerned, but 
the sight began to fail. The treatment 
might have had something to do with 
this. Twenty milligrams three times 
a week had been administered, thirteen 
treatments in all, intravenously. 
Discussion. Dr. Harry Grade had 
seen the case first in November last, at 
which time vision in the right eye with 
correction was 0.5, in the left eye 1.00. 
Under mydriatics the corneal lymph 
system appeared slightly dilated, an- 
terior chamber normal, iris normal, lens 
clear, except possibly a slight opacity, 
and the fundus normal in all respects. 
In the left eye lens and fundus were 
normal. One month later the opacity 
had advanced somewhat in the right 
eye, and was beginning in the left. The 
anterior chamber was clear and con- 
tained no cells. From that time on 
there had been rapid and marked in- 
crease in the opacity of the lens on its 
posterior aspect—the anterior lens fair- 
ly clear. Vision was now 0.3 in each 
eye. The opacity corresponded to the 
type described by Wagenmann. 
Whether or not this condition was 
due to lack of nutrition he was not pre- 
pared to state; whether or not due to 
toxemia, it was impossible to say. No 
lesions could be discovered with the 
ophthalmoscope. Administration of 
thyroid increased the pulse and gave 
symptoms of hyperthyroidism, but had 
no other effect. Whether the opacity 
was due to the tuberculous process of 
the external mouth and internal throat, 
to the administration of colloidal gold, 
or to the large amount of therapy in the 
form of radium and x-ray, ete., was a 
question. Undoubtedly bilateral ex- 
traction would improve the vision. His 
personal opinion was that the condition 


was due to a toxemia associated with a 
tuberculous process. 


Congenital absence of choroid 


Dr. WotrF presented two brothers aged 
forty and forty-four years respectively. 
There was a history of poor vision 
since childhood, and the mother, who 
was dead, also had had poor vision. 
Three living brothers had normal vi- 
sion. Two years ago the elder brother 
had had a skull fracture from which he 
was unconscious for two weeks, and he 
thought this had made the vision worse. 
Vision at this time was R-E. 20/60; 
L.E. 18/200. That of the younger 
brother was R.E. 18/200; L.E. 20/200. 
Both patients were moderately myopic. 


No external anomalies were present. — 


Pupils were normal; irides greenish- 
blue. Fundi in both eyes of each pa- 
tient were similar, showing normal pink 
nerve-heads against a greenish-white 
background; retinal vessels were of 
normal size and distribution. Some ir- 
regularly distributed choroidal vessels 
were seen-in the macular region and 
just temporal from it. The remainder 
of the fundus presented complete ab- 
sence of choroidal vessels and pigment. 
Here and there in the periphery were a 
few small patches of dark retinal pig- 
ment. Tension was normal; visual field 
was contracted to an irregular tube; 
perception for red was limited to fixa- 
tion point. Several blood and spinal 
fluid Wassermanns had been made, all 
of which were negative. 


Severe eczematous keratitis 


Dr. Gait Soper showed a white girl, 
twelve years of age, who had been un- 
der observation for about three months. 
She had had poliomyelitis at fourteen 
months of age, and later pneumonia and 
whooping cough. She had asthmatic 
attacks, and was sensitive to peaches 
and to dog or cat hair. Physical exam- 
ination showed poorly nourished teeth 
and a tonsil fragment. Wassermann 
was negative. 

When first seen, February 27, 1929, 
there was moderate lacrimation, burn- 
ing, and photophobia of both eyes. Vi- 
sion R.E. was 0.8, L.E. 0.6—2. Super- 
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ficial linear infiltration six millimeters 
long, staining slightly, extended from 
center of left cornea. On March fourth, 
the superficial linear ulcer was 0.5 to 
1.5 mm. wide from corneal center to 
limbus, at the six o’clock position, with 
curving and branching processes simi- 
lar to those seen in dendritic keratitis. 
The pupils dilated poorly with atropin. 
On April first, the ulcer showed an apex 
two millimeters above the corneal cen- 
ter and base five millimeters wide at 
the lower limbus; there was consider- 
able infiltration and deep and superficial 
vascularization of corneal substance at 
the borders. She was referred to Cook 
County hospital, where a conjunctival 
flap operation was performed. Vision 
at present was 15/200. The case was 
interesting because of the unusually 
severe effect of the first attack of ecze- 
matous keratitis. 


Ophthalmoplegic migraine 

Dr. R. P. Mackay presented the man 
whose case is recorded in the paper 
published on page 889 of the November 
issue of this Journal. 

Discussion. Dr. FRANK BRAWLEY said 
that his examination of this case 
agreed essentially with that of Dr. 
Mackay. One or two points might be 
stressed. After the severe pain came 
on the patient had violent emesis on 
an average of every hour; after the ser- 
ious period of the attack was over and 
after the ptosis subsided, it required 
twenty-four hours before the deviation 
changed. It was a week before function 
of the upper lid was restored. During 
the attack it was not possible to work 
out the visual fields, as vision was so 
low ; visual fields taken two weeks ago 
showed findings rather typical of hys- 
teria. There was fairly uniform con- 
traction of red, blue and white, with 
reversed blue and red, and once over- 
lapping. The field for the left eye was 
somewhat larger in extent than in the 
defective eye. Had the reversal oc- 
curred only in one eye, it might have 
been assumed there was some loss of 
sensation in the retina. 

Dr. CLirForpD WALKER, Los Angeles, 
thought it would be possible to obtain 


any form of color defect during the 
periods when scintillating scotomata 
were found, and he would not suppose 
the findings would be of any great value 
at that time. The other defects such 
as hemianopia were characteristic and 
should be tested with more than one 
size of disc. Diminished visual angles 
of test object down to two minutes in 
size often gave a good check on the 
fluctuating color fields so far as field 
defect was concerned. Color interlac- 
ing had been found in such a variety of 
conditions and even in normal fields by 
Ferree and Rand, that its value was 
questionable.. 

Dr. WILLIAM WILDER had seen a few 
cases of recurrent attacks of paralysis 
of the third nerve lasting in some in- 
stances for a week or more, and as the 
condition passed off without any par- 
ticular medication and there was no 
evidence of syphilitic origin, the as- 
sumption was that the palsy was due to 
a spasm of the terminal artery supply- 
ing the nucleus of the nerve, or possibly 
an edema pressing upon the various 
fibers at the points of exit at the base. 
He had seen few cases of typical mi- 
graine, but many cases of headache of 
migrainous character which lacked 
some of the features that would stamp 
them as typical migraine. Ophthalmol- 
ogists were not inclined nowadays to 
regard true migraine as due to any re- 
fractive error or strain of the muscles 
of the eyes; although in the atypical 
cases it would seem that eye-strain 
played some important part, at least in 
the aggravation of attacks. While eye- 
strain might not be considered an es- 
sential cause of such headaches, how- 
ever, it should be removed by proper 
correction of any error of refraction, 
just as one would remove any other 
recognized source of irritation. 

Dr. PETER KroNFELD thought that it 
should be possible to localize the lesion 
in Dr. Mackay’s patient. It was most 
probably in the right middle fossa, in 
which case it could not be a vascular 
disturbance because a vascular lesion 
in the middle fossa involving the optic 
nerve was practically impossible. It 
therefore must be an organic lesion. He 
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had seen cases in which only the third 
nerve was involved; this one involved 
the second, third, fourth, and fifth 
nerves. In his opinion the patient 
should be kept under observation and 
repeated examinations made until the 
lesion was localized. 

Dr. R. P. Mackay (closing) said that 
in diagnosing ophthalmoplegic mi- 
graine some of the characteristics of 
the individual’s constitution should be 
insisted upon. These included the high 
strung character of the individual “liv- 
ing on his nerve”, the periodicity, the 
tendency toward visual scotomata, 
nausea, vomiting, depression, relief by 
pressure over the site of the pain, sus- 
ceptibility to train sickness, and so on. 
In trying to distinguish between true 
ophthalmoplegic migraine and _ the 
“lesser types”, if one restricted the di- 
agnosis to those cases appearing to be 
typical of the migrainous constitution 
mistakes would be infrequent. As for 
the cases with the mental changes 
sometimes seen in migraine, each must 
be treated individually. The diagnosis 
of migraine was always a matter of 
opinion. In some cases there would 
be no disagreement; others were open 
to discussion. 

He agreed in the main with Dr. 
Kronfeld, but felt that though an or- 
ganic lesion might be present, some- 
thing must explain the phasic charac- 
ter of the symptoms. An organic lesion 
not sufficient to paralyze might place 
the nerve nearer the border of incom- 
petence, rendering it especially liable 
to damage by the migrainous process. 
No organic lesion could be found in this 
patient. As to the question of the re- 
lationship of migraine and epilepsy, he 
had seen some cases where it was hard 
to decide which diagnosis to make. 
Gowers said that he had seen cases 
which progressed from migraine to epi- 
lepsy, but that usually the two condi- 
tions were distinct: he had never seen 
any patients with chills and fever. 


Idiopathic hypertension and its oph- 
thalmic findings 


Dr. GeorcGe F. SuKER described the 
differentiation between the fundus find- 


ings in parenchymatous,. interstitial, 
and glomerulous nephritis. He said 
that the “nephritic fundus” lesions oc- 
curred in other hemic diseases, in in- 
tracranial lesions, and in certain types 
of arteriosclerosis; that so-called idio- 
pathic hypertension had in fact an ana- 
tomical basis, and was rather complex 
in its termination; that idiopathic hy- 
pertension was prone to involve the fun- 
dus early ; that the characteristic fundus 
lesions found in any of the nephritic, 
cardiovascular, or intracranial diseases 
had relatively the same anatomic basis; 
he questioned whether there might not 
be a specific noxious ‘agent playing a 
part in the production of this fundus 
symptomatology. 

Discussion. Dr. ArtHuR R. ELLiotT 
said that in many individuals, in cir- 
culatory asthenia, stretching of the ar- 
teries occurred and they fell into folds. 
When the arteries broke down and di- 
lated they might become tortuous, and 
blood pressure fall. This was cited to 
emphasize that such conditions might 
lead observers into a pitfall. Dr. Suker 
had stated a belief that essential hy- 
pertension (idiopathic hypertension) 
was due to a toxin. That statement was 
contradictory ; it would then be a toxic 
hypertension and not essential. The old 
assumption was that it was due to kid- 
ney poisons which were retained by the 
kidneys, sending the blood pressure up 
or causing vascular tissue changes. The 
endocrines, focal infections, everything 
that man’s ingenuity could imagine as 
possibly a cause, had been investigated 
and found wanting. 

The only factor that stood out strik- 
ingly was heredity. Investigation of 
the familial background would show 
many times a number of individuals in 
the immediate family with similar con- 
ditions. It appeared to be one of the 
diseases of civilization. Certainly it 
was on the increase. An _ individual 
with a certain vascular inheritance and 
an inability to withstand the strain un- 
der which he was living would develop 
increased pressure and an enlarged 
heart, and in the long run organic 
changes. Possibly it was the same 
phenomenon which occurred with wo- 
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men who had spastic colons, finally de- 
veloping colitis in the course of years. 

He agreed with Dr. Suker that in the 
development of retinal lesions hyper- 
tension was the important factor. The 
difference between the large and small 
vessels should be taken into account; 
in the senile type of arteriosclerosis the 
change was most striking in the large 
vessels, in the aorta and branches, the 
brachial, radial, and others, while the 
arteries and capillaries did not show 
the same changes, whereas if the small- 
. er (peripheral) order of vessels was 
mainly involved the systolic pressure 
must rise to overcome resistance in the 
peripheral field. Many nephritics pre- 
sented more or less nutritional lesions 
in the retina, yet showed a satisfactory 
kidney efficiency with modern methods 
of testing. 

Dr. H. Wiper said that a 
vascular change in the vicinity of the 
disc was not nearly so suggestive as 
when seen out further. Loss of trans- 
parency was an important sign. 

Normally, the walls of the vessels 
were perfectly transparent; what was 
seen was the color of the blood inside. 
When the column of blood seemed to 
be narrower than the lumen of the ves- 
sels should be, it might be due to a de- 
generative process in the intima of the 
vessels. This should influence the ob- 
server’s idea of the size of the blood 
column. When there was evidence of 
distinct depression in the vessels, that 
was a sign of extreme value. 

An assertion that certain conditions 
belonged definitely to certain degrees 
of tension was utterly without justifi- 
cation. Because evidence of arterio- 
sclerosis was found in the retina, there 
was no reason to say that the individual 
had arteriosclerosis in the renal arter- 
ies. 

If one studied hemorrhages carefully 
he would usually observe that the 
flame-shaped hemorrhages were found 
in the fibrous layers of the retina, some- 
times almost on the vessels, whereas 
the minute hemorrhages were deeper 
in the retina, where also were found the 
whitish deposits occurring with fatty 
degeneration. 


Dr. Ropert Von ver Heypt would 
emphasize that visual acuity had no re- 
lation to the retinal picture as such, be- 
cause of the fact that the macular area 
was often spared in these retinal hem- 
orrhages. It having only three layers, 
the blood did not infiltrate. The low- 
ering of visual acuity was due to vitre- 
ous clouding rather than to macular in- 
volvement. He showed a series of pho- 
tographs of hemorrhage in syphilitic 
retinitis, taken at intervals during the 
past three years. 

RosBert VON DER HeEypt, 


WILLS HOSPITAL CLINICAL 
CONFERENCE 


December, 1928 


Bilateral coloboma of lens 

Dr. F. C. PARKER presented a man who 
gave a history of poor vision since child- 
hood. He had been wearing strong 
myopic correcting lenses. The per- 
sonal and family history were negative. 
There was no external disease. Irido- 
donesis was to be seen in either eye. 
Each lens showed a defect in the lower 
inner quadrant extending in the right, 
from about four to seven o’clock, and in 
the left from about four to eight o’clock. 
Some small opacities in the lens could 
be seen with the slit lamp. With an 
ophthalmoscope the existence of high 
myopia was evident as well as some 
fine vitreous opacities. Slit lamp study 
showed zonular fibers extending from 
the lens margin of the colobomatous 
section across the open space to their 
attachment. These fibers were con- 
tinuations from the posterior capsule, 
the anterior fibers being missing. The 
colobomatous margin showed several 
nodular projections. The vision of each 
eye was 6/60. 

Examination of the nose and throat 
was negative. 


Neuwroretinitis complicating pregnancy 


Dr. Louts LEHRFELD reported the case 
of Mrs. M.B., who was seen on June 19, 
1928, complaining of blurred vision of 
the right eye for the past two weeks. 
Headaches were experienced on read- 
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ing, and there was some photophobia 
and lachrymation. The vision of the 
right eye was 6/60, the left 6/9. Ex- 
amination of the eyes externally re- 
vealed a subacute conjunctivitis. Both 
pupils were equal, but were sluggish to 
light. The fundus examination showed 
in the right eye an advancing neuro- 
retinitis, with a star-shaped figure in 
the macula. The fundus of the left eye 
was apparently normal. X-ray ex- 
amination of the cranial vault showed 
no evidence of bony disease. The 
sella turcica had a normal appearance. 
Transillumination of the frontal and 
maxillary sinuses revealed no evidence 
of disease. The nose and throat de- 


‘partment reported a chronic tonsillitis. 


The blood report for lues was negative. 

The neuroretinitis progressed to such 
an extent that the disc was obscured in 
its entirety, and the star-shaped figure 
in the macula could not be seen by rea- 
son of extensive vitreous opacities. The 
vision at this time, October 25, 1928, 
was fingers for the right eye, while the 
left showed no change. November 22, 
1928, the fundus of the right eye was 
still invisible. The left, however, 
showed an obscurity of the outline of 
the inferior pole of the disc. This lack 
of definition, together with the tortu- 
osity of the veins, was regarded as 
beginning optic neuritis. At this time 
the urinalysis showed a faint trace 
of albumen and occasional narrow hya- 
line casts. The blood pressure was 
105/65. 

The patient revealed September 27, 
1928, for the first time that she had been 
pregnant for three months. Inasmuch 
as the symptoms of the right eye pre- 
ceded the beginning of pregnancy, ob- 
viously the neuroretinitis was not 
caused by a toxemia of pregnancy. 
With signs of neuroretinitis affecting 
the apparently good eye, the problem 
in this case was whether to permit the 
patient to continue to full term of preg- 
nancy, or whether the child-bearing 
period should be terminated. The 
patient was now under continuous ob- 
servation, and should the left, or ap- 
parently good eye, progress in its 
inflammatory process, serious con- 


sideration would be given to emptying 
the uterus. Even though the eye symp- 
toms did not originate from the preg- 
nancy, there was a strong possibility 
that the pregnancy in itself might ex- 
aggerate the process involving both 
eyes. Should, however, the process in 
the left, or apparently good eye, remain 
stationary, the patient would be ad- 
vised not to interrupt the pregnancy. 


Toxic amblyopia 

Dr. THomas O’BRIEN presented Mr. 
G.M., a white miner, aged 38 years. His 
family history was negative, and pre- 
vious medical history was negative. 
Three months ago, the patient stated, 
he drank three glasses of whiskey. A 
day later he noticed a diminution in his 
sight, and three days later went blind. 
His companion likewise had the same 
complaint, and he too, three days later 
went blind. The patient was admitted 
to the hospital on November 21, 1928. 
Visual acuity was doubtful light per- 
ception. The pupils did not react to 
light or accommodation. Ocular move- 
ments ‘were full. Tension was 40 (Mc- 
Lean). Media were clear, discs round, 
edges well defined, with a marked ex- 
cavation of the discs in the center, 
much like a glaucomatous cup. Capil- 
larity was poor. Maculae were negative. 
Retinae were dark blue. Fields were 
unobtainable. Urine examination was 
negative. Dental examination showed 
an unhygienic mouth. Five teeth were 
to be extracted. This was done Novem- 
ber 24, 1928. Nose and throat examina- 
tion showed small and buried tonsils, 
and slight chronic infection. There was 
some crusting all through the nose on 
both sides. Frontal and maxillary 
sinuses did not transilluminate well. 
Wassermann was negative. Diagnosis 
was toxic optic atrophy. Treatment, 
consisting in pilocarpine sweats, strych- 
nine sulphate, purgation, negative gal- 
vanism and potassium iodide resulted 
in no change in the condition. 


Traumatic ectopia lentis 
Dr. BurtoN CHANCE showed a lad who 
came to the hospital for the removal of 
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a floating crystalline lens. This lenticu- 
lar detachment had followed a blow on 
the eye. As the eye was quite tender 
it was deemed wise to quiet it by the 
removal of the lens. The hyaloid had 
been ruptured so that the aqueous con- 
tained vitreous. In looping the lens 
the globe collapsed to such an extent 
that the scleral section covered the 
cornea. For many days this state con- 
tinued. At present the globe had be- 
come spherical, the sclera had united at 
the line of the incision and it was possi- 
ble to see the details of the fundus. 
There were no signs of retinal detach- 
ment, and the man saw as well as he did 
before the operation. 


Chronic glaucoma 

Dr. WarREN S. REESE presented from 
Dr. L. F. Appleman’s clinic a patient 
who had chronic glaucoma, and was of 
interest from the fact that he was only 
twenty-eight years old and also from 
the unusual conditions that he pre- 
sented. Dr. Appleman did an iridect- 
omy on the right eye and later a 
trephining. The right disc was of an 
anomalous type with a very definite 
glaucomatous cupping. The vision in 
this eye had been bad all his life. The 
left eye showed what looked like a 
coloboma below but what was really a 
posterior synechia, probably congenital. 
There was also an anterior capsular 
opacity in the upper part of the pupil, 
and the iris was bunched up and caught 
below, where it was adherent to the 
lens. Both corneas were small as usual 
in glaucoma. It was interesting to 
speculate as to whether the posterior 
synechia in the left eye might have 
acted in the same manner as an 
iridotasis operation, resulting in freeing 
of the angle of the anterior chamber 
above, and thus staving off the glau- 
coma in the left eye. His vision in the 
right eye was light perception and in 
the left 6/12. 


Acute retrobulbar neuritis 

Dr. M. Marcove described the case of 
a patient who entered the hospital on 
the service of Dr. J. Milton Griscom, 
November 5, 1928, complaining of fail- 


ure of vision in the right eye. Her 
history at this time revealed that she 
had suddenly lost the sight in the eye 
about two weeks previously. There 
was no pain or inflammatory symp- 
tom at this time, nor had she noticed 
any decrease in vision before this but 
she complained of “fullness and heavi- 
ness” of the right supraorbital region. 
There were no headaches. She was 
treated by a local doctor who told her 
she had an inflammation of the nose 
for which he was treating her. She had 
had considerable trouble with her teeth 
but had received no treatment. About 
three years ago she saw colored rings 
about bright lights with the right eye 
but not with the left eye. This phenom- 
enon returned at irregular intervals 
always in this eye. During the past 
year it had not recurred but a few weeks 


ago it returned. There had been no . 


pain at these times. 

Examination at this time showed the 
right eye to be essentially negative ex- 
ternally. The media were clear, disc 
round, margins slightly blurred onthe 
nasal side, some hyperemia but no swel- 
ling of disc itself. The veins were some- 
what distended, especially the superior 
nasal. There was a small white non- 
pigmented spot about one disc diameter 
below the macula. This appeared to 
be in the choroid. No other lesions were 
seen. The left eye was essentially 
negative. Vision at this time was, O.D. 
hand movements; light perception and 
projection good; O.S. 15/20. Tension 
was normal. Urine examination on two 
occasions was negative. and blood pres- 
sure normal. Wassermann was nega- 
tive. Dental examination showed five 
infected roots, two of which were re- 
moved on November 7 and the remain- 
ing three on November 14. Nose and 
throat report revealed enlarged, slightly 
infected tonsils. Air passages on both 
sides of the nose were narrowed by 
hypertrophy of both inferior turbinates ; 
no pus was seen. X-ray report elimin- 
ated sinus infection. Feeling that be- 
cause the condition was unilateral some 
local focus might be present, an ex- 
ploratory puncture of the ethmoids was 
done, but no infection was found. 


O 


SOCIETY PROCEEDINGS 999 


The disc margins became more 
blurred, the hyperemia more marked 
and the veins more distended and tortu- 
ous, but no hemorrhages were seen. 
These signs continued to progress until 
the remaining three infected teeth were 
removed. Coincident with this the 
blurring and hyperemia of the disc 
gradually subsided and the veins be- 
came less distended. The visual acuity 
also began to increase until at present 
it was 15/15 in each eye. 

The field studies have been sig- 


nificant, starting with a large absolute 


central scotoma which broke through 
to the periphery, increasing in size 
until the teeth were removed and then 
slowly shrinking again until it became 
paracentral and finally disappeared 
entirely. The form and color field had 
increased in size until now it was only 
slightly contracted. The blind spot 
also, which at first was enlarged, had 
returned again to normal. 

Medication had consisted only in giv- 
ing potassium iodide three times daily 
and strychnine sulphate gr. 1/60 three 
times daily. Although it could not be 
definitely stated that the teeth were the 
specific focus in this case, nevertheless, 
the fact that the improvement seemed 
to date directly from their removal 
caused one to consider this a case of 
acute retrobulbar neuritis with the 
teeth as the etiological factor. 


Iris cysts 
Dr. PERCE DELONG reported pathologi- 
cal cases of cysts of iris, showing the 
five different varieties. 
Frank C. PARKER, Secretary 


WILLS HOSPITAL CLINICAL 
CONFERENCE 


January, 1929 


Pseudoglioma 
Dr. Max Gapsrio exhibited a case fol- 
lowing meningitis. 


Asteroid hyalitis 

Dr. A. Bartow presented the case of 
J.D., male, aged fifty-eight years, who 
was admitted to the clinic on December 
12, 1928, complaining of poor vision. 


.man. 


Ophthalmoscopic examination of the 
right eye revealed numerous minute 
circular floating bodies in the vitreous. 
They were of a dull white or creamy 
color, and moved slowly and heavily 
with the movements of the eye. Some 
of these globules appeared to have 
irregular surfaces, and many of them 
were arranged in vertical rows like 
chains of streptococci. The optic disc 
had a peculiar lemon-yellow tinge. 
The retinal arteries were moderately 
constricted (normal for the age). The 
fundus appeared negative otherwise. 

Media of the left eye were clear ; disc, 
vessels and fundus were about the same 
as in the right eye. Vision with cor- 
rection was 20/30 right and 20/40 left. 

Wassermann and urinalyses were 
negative, blood pressure was 150/90. 
The fields were suggestive of incipient 
optic atrophy. 

Asteroid hyalitis was first described 
in 1894 by Benson to whom these shin- 
ing particles appéared like stars on a 
clear night. To Holloway, these tiny 
bodies appeared like snowballs and he 
therefore liked to refer to this condition 
as snowball opacities of the vitreous. 
Asteroid hyalitis must be differentiated 
from synchisis scintillans. The opaci- 
ties in synchisis scintillans are com- 
posed mainly of cholesterin crystals, 
while in asteroid hyalitis in the only 
case examined microscopically (by Ver- 
hoeff in 1919) the opacities consisted 
chiefly of calcium soaps, calcium car- 
bonate, and certain amounts of fatty or 
lipoid substances. 


Spasm of superior recti 

Dr. WARREN S. REESE presented a pa- 
tient from the clinic of Dr. L. F. Apple- 
This patient had an attack of 
spasm of the superior recti of each eye 
while in the clinic, and could not get 
his eyes down for two or three minutes. 
He had no convergence and some weak- 
ness of accommodation, and his gait and 
general bearing were of the Parkin- 
sonian type. Wassermann was nega- 
tive; Meinicke very faintly positive. 
There were definite signs of syphilis. 
Neurologic diagnosis was chronic en- 
cephalitis with oculogyric crises. 
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Uveitis 

Dr. WARREN REESE showed a patient 
who had an unusual type of uveitis, in 
that there was an interstitial opacity in 
the lower part of the cornea, which with 
the slitlamp could be seen in front of 
the endothelium. Dr. Reese said that 
such corneal involvement was fairly 
common, especially in colored people. 
Apparently in this case the tonsils were 
the offending members. 


Persistent hyaloid artery containing 

blood 

Dr. G. J. Dustrn demonstrated this 
twenty-two-year-old patient from the 
clinic of Dr. B. F. Baer. The chief com- 
plaint was redness of the right eye with 
pain for the previous two weeks. Ex- 
amination disclosed a typical phlyc- 
tenule of tuberculous origin on the bul- 
bar conjunctiva near seven o’clock, and 
scarred cornea of both eyes probably 
due to old phlyctenular keratitis. 

Media in both eyes showed tubular 
masses in the vitreous, that in the left 
eye being much further back than that 
in the right. In the left the mass was 
freely movable and always came to rest 
at the same point and appeared adherent 
to the disc at seven o'clock. The hya- 
loid canal remnant in the left eye con- 
tained a red mass which at first glance 
appeared to be a hemorrhagic area in 
the vitreous. On close inspection, how- 
ever, the outlines of remains of the hya- 
loid artery could be made out, with its 
. content of blood. This opinion was 
confirmed by the slitlamp appearance of 
the mass. No other congenital anomaly 
was seen in either eye. 

Frank C. Parker, Secretary 


THE BALTIMORE CITY MEDI- 
CAL SOCIETY 
Section on Ophthalmology 
April 15, 1929 
Dr. Ciype A. CLapp, president 
The newer forms of ophthalmic lenses 


Dr. ALFRED Cowan pointed out that 
the continued use of flat lenses for more 
than five hundred years after the inven- 
tion of spectacles was not because the 
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deeper forms were not known and ap- 
preciated, but because, with the smal] 
lenses in use until comparatively recent 
times, there was no actual need for the 
better forms of ophthalmic lenses. The 
astigmatism of oblique pencils was 
scarcely noticeable in such small lenses, 
With the increase in the size of 
spectacle lenses, however, the better 
definition toward the margins of the 
deeply curved lenses has made them 
more and more popular until, at the 
present time, probably ninety per cent 


of all spectacle ienses are deeply curved, . 


Lately, several enterprising manu- 
facturers have designed what each pro- 
fesses to be the ideal ophthalmic lens; 
but every well informed ophthalmolo- 
gist knows that not only are many of 
the properties claimed for these lenses 
impossible, but that they are not even 
necessary in an ophthalmic lens. 

No two of these patented, trade- 
marked lenses are alike, as is to be ex- 
pected. The best form of ophthalmic 
lens must, of necessity, be a compro- 
mise, and from the practical standpoint 
a lens with a —6D. base-curve, in the 
ordinary powers, will fill the require- 
ments of an ophthalmic lens. 


New hand illuminating lamp 


Dr. H. F. Prerce, Px.D., (by invita- 
tion) demonstrated a new operating 
lamp for use either on a stand or as a 
hand lamp. The advantages of the 
lamp as demonstrated were: lightness, 
smooth outer surface, with few projec- 
tions to retain dirt or catch garments, 
and a clear even light over the area illu- 
minated, with no possibility of project- 


ing an image of the filament on to the 


field of operation. 


Objective refractometers for the eye 
Dr. Jonas S. FRIEDENWALD said that 
the first attempt to modify the ophthal- 
moscope, so as to use it as a means for 
determining the refraction of the ob- 
served eye, followed shortly after the 
invention of the instrument, when 
Rekoss, instrument maker for Helm- 
holtz, inserted a disc of lenses, the so- 
called Rekoss disc, onto the Helmholtz 
ophthalmoscope. By choosing the lens 
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with which the best image of the ob- 
served fundus could be obtained, and 
by allowing for the refractive error of 
the observer, an estimation of the re- 
fractive error of the observed eye could 
be made. This might be spoken of as 
direct ophthalmoscopic refractometry. 
The error in this method, as was well 
known, was upwards of one dioptereven 
in the most skilled hands. A recent re- 
finement of this method was that de- 
vised by the speaker through the cali- 
bration of the simplified Gullstrand 
ophthalmoscope. Here, with the bi- 
nocular eye piece to aid in abolishing 
the accommodation of the observer, 
tests could be made with an accuracy 
of one half to one diopter. 

Shortly after the invention of the 
Rekoss disc, indirect ophthalmoscopy 
was developed, and Schmidt-Rimpler 
soon devised a method by which in- 
direct ophthalmoscopy could be used to 
estimate refraction. He projected the 
image of an illuminated test object upon 
the patient’s fundus, adjusted this 
image to the sharpest focus and read off 
the refractive error from the setting of 
his target and lenses. This method 
proved to be crude and inaccurate, but 
it was the parent of many similar at- 
tempts. The idea seemed to be singu- 
larly attractive and hardly a year has 
passed without some new device along 
the same lines. Most instruments of this 
type used a perforated mirror with 
which to project the image upon the 
observed fundus. This had a double 
disadvantage. Since the periphery of 
the pupil was used in projecting the 
image and since the optical aberrations 
of the periphery of the pupil were great, 
a sharply focussed image could rarely 
be obtained. Furthermore, the refrac- 
tion at the periphery of the pupil 
differed by an inconstant and generally 
unknown amount from that at the axis. 
The accuracy of these instruments 
could, therefore, never be expected to 
exceed one half diopter error. The 
latest development of this method was 
that of Thorner who had applied the 
principles of reflexless ophthalmoscopy 
to his instrument in such a fashion that 
one-half of the patient’s pupil was used 


for throwing the image of a test object 
upon his retina and the other half was 
used for observing that image. Further- 
more, the illuminating system and ob- 
serving system were so constructed that 
they were simultaneously focussed by 
the movement of the same screw. In 
this instrument, however, it was still 
mainly the periphery of the pupil that 
was used both for image formation and 
for observation: The criticisms pre- 
viously made, therefore, held in this 


case as in those previously mentioned. 


The speaker then demonstrated his 
own refractometer which made use of 
the same principle, casting the image of 
a test object upon the fundus and ob- 
serving the sharpness of that image. 
The instrument was so arranged, how- 
ever, that the central portion of the 
pupil was used both for the illuminating 
and the observing systems. The cor- 
neal and lenticular reflection was 
abolished by polarizing the light of the 
illuminating system in one direction, 
that of observing system in the opposite 
direction.. This device had been sug- 
gested” to the speaker by Professor 
Pfund and proved highly effective in 
eliminating the glare of the corneal and 
lenticular reflection. In addition a color 
filter was inserted in the illuminating 
system to reduce the chromatic aberra- 
tion of the image and also the halation 
of the image from diffusion of the light 
through the choroid. As in Thorner’s 
instrument focussing of both the illumi- 
nating and observing systems was 
accomplished simultaneously by the 
movement of the same screw. The 
accuracy attainable with this instru- 
ment could not yet be estimated, but 
on theoretical grounds should exceed 
that of any other similar method based 
upon the projection of an image of a 
test object upon the retina. 

The speaker then took up the ques- 
tion of parallax refractometry. While 
heartily endorsing the great usefulness 
of skiascopy, he pointed out that this 
method also entailed the use of the peri- 
phery of the pupil and therefore, when 
the spherical aberration of the patient’s 
eye was unusually great, led to inac- 
curate results. Experienced  skia- 


d ap- 
small 
ecent 
r the 
The | 
was 
nses, 
> of 
etter 
the 
hem | 
the 
cent 
ved, . 
anu- 
pro- 
ens; 
olo- 
y of | 
ven 
ide- 
ex- 
mic 
the 
ire- 
ita- 
ing 
Sa 
the 
SS, 
ec- 
its, | 
lu- 
ct- | 
he 
iat 
al- =| 
or 
b- 
he | 
en 
n- 
tz 
1S 


1002 SOCIETY PROCEEDINGS 


scopists could usually recognize these 
cases and discount the accuracy of their 
readings accordingly. The Henker re- 
fractionometer, the latest development 
in parallax refractometry, also used the 
periphery of the pupil for the projection 
of the image on the patient’s retina. 
The instrument was beautifully and 
delicately constructed so that the image 
might be focussed with a high degree 
of precision, but whén the spherical 
aberration of the observed eye was 


large the readings were highly inac-. 


curate, though the observer had no 
way, as in skiascopy, of judging their 
accuracy. The speaker, therefore, pre- 
ferred the old fashioned retinoscope to 
this elaborate instrument. 

AARON Rosinson, Secretary 


KANSAS CITY SOCIETY OF 
OPHTHALMOLOGY AND 
OTOLARYNGOLOGY 


September 19, 1929 
Dr. L. R. ForGRave presiding 


Subconjunctival iridectomy for simple 
glaucoma 

Dr. LAWRENCE Post read a paper on 
this subject which will be published in 
full in this Journal. 

Discussion. Dr. J. WALLACE BIEL 
asked why the author did not use novo- 
cain and adrenalin instead of cocain for 
subconjunctival injection. 

Dr. A. N. LEMOINE welcomed Dr. 
Post’s new operation for glaucoma be- 
cause it apparently overcame the two 


greatest disadvantages of the ‘best 
operation we now had forchronic simple 
glaucoma (the Elliot trephine opera- 
tion) ; that is, hypotension and second- 
ary infections. In fact except for a few 
cases of absolute glaucoma, the only 
failures he had had were the result of 
hypotension in four cases, and second- 
ary infection in one case, out of about 
£0 or 85 eyes. 

Dr. A. W. McALIsTER, JR. said that 
in doing an iridectomy under a con- 
junctival flap he made his incision as 
far forward subconjunctivally as possi- 
ble. Since the corneal tissues did not 
reunite readily one was more likely to 
get permanent filtration. | 

Dr. E. E. Pickens remarked that no 
operation for glaucoma was uniformly 
good, and that in a large clinic he had 
seen only one patient that eally had 
been cured by any of the various forms 
of operation. One eye in this patient 
had an iridectomy and the other eye an 
iridotomy. 

Dr. H. Heprick mentioned that when 
Dr. A. Greenwood operated at their 
clinic last spring, he likewise advocated 
having the epithelial layer of the iris 
forward for the same reason that Dr. 
Post advised it. 


Dr. LAWRENCE Post, closing, said that 
he preferred cocain for the subconjunc- 
tival injection because of its stronger 
and quicker action and felt that the in- 
jection of one drop of a five per cent 
solution was without danger. 


Avpert N. LEMOINE, Recorder 
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CAN MEDICAL PRACTICE BE 
STANDARDIZED? 


The points of view of two classes of 
people occupying the respective posi- 
tions of an interdependent relationship 
can never quite agree. Thus teacher 
and scholar are not likely to assume 
identical attitudes toward certain prob- 
lems in regard to which one is the lead- 
er and the other the more or less willing 
and obedient follower. Even clergy- 
man and congregation will be critical of 
one another and will often display con- 
flicting standards of thought and con- 
duct. The extremes of wealth assume 
the existence of poverty, and rich and 
poor cannot fail to develop discordant 
viewpoints on many phases of life. 

It is doubtful whether one who has 
practiced medicine for years or a life- 
time can ever know exactly the position 
which he and his art occupy in the 
minds of the laity ; and the majority of 
patients are far from seeing eye to eye 
with us concerning certain aspects of’ 
the professional relationship which 


have become as the fiber of our exis- 
tence. 

As dictated by the physician’s ideals, 
or by the absence of them, the com- 
munity at large is either humanity in 
need of help or a mass of material 
which awaits exploitation. The kind 
of skill required in the fulfilment of hu- 
manitarian motives is not quite the 
same as that demanded in the exploita- 
tion of a field of commercial enterprise. 
Here lies the difference between the es- 
sentially professional and the typically 
business outlook, but it is not to be sup- 
posed that most physicians will display 
one of these attitudes to the entire ex- 
clusion of the other. 

The saving grace in the physician is 
to think of himself as the patient. 
“Given the knowledge that I possess, as 
to health and disease, as to the uncer- 
tainties of treatment, as to the risks of 
life and death, as to the preciousness of 
this or that organ in its naturalintegrity 
or as modified by surgical skill or bung- 
ling, how should I like to have this par- 
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ticular problem treated, what risks 
should I care to assume, into whose 
hands should I prefer to commit myself, 
and what standards of training should I 
demand in those who assumed respon- 
sibility for my physical well-being?” 
Or “What should I want done if this 
particular problem arose in one of my 
family ?” 

Looking at the question frankly, the 
physician would often demand for him- 
self something better than he gives his 
patients. He would wish for extreme 
care, extreme skill, the minimum of risk 
which the circumstances would allow, 
and above all he would demand that 
the physician or surgeon whom he em- 
ployed was not one of mediocre train- 
ing even if this were the usual quality 
of professional training in the com- 
munity in which he lived, but rather a 
physician of the best training, one with 
the highest standards of education and 
equipment in the applied science of 
medicine or in the special branch of 
medicine involved. 

These considerations should influ- 
ence our decisions as to what is to be 
done to the patient, our advice to him, 
our recommendation for consultation 
with professional colleagues. 

How far have we gone toward real 
standardization of the practice of medi- 
cine as a whole or in any of its special- 
ties? Not, it is to be feared, very far. 
The graduate of a medical college, wide 
though the scope of his study has be- 
come, and making due allowance for the 
fact that he can not possibly master all 


technique in all the specialties, too often . 


steps out into the active practice of 
medicine without proper knowledge of 
many important specialized details of 
technique which it should have been 
practicable for him to acquire, and the 
understanding of which by the general 
practitioner is highly desirable for the 
welfare of the patient. For example, 
under proper teaching, it is not difficult 
to impart to the undergraduate a valu- 
able basic understanding of the use of 
the ophthalmoscope, yet how many of 
the medical graduates of this or any 
other country carry such understanding 
with them into their practice? 


EDITORIALS 


The more dependent the profession 
and the community become upon the 
administrations of specialists in various 
branches, the more necessary it is that 
any physician recognized as practici 
a given specialty shall be reliable in 
knowledge and practice. Yet it is in re- 
gard to special practice that the most 
flagrant disregard of the principles of 
standardization exists. 

Several reasons hinder adequate 
standardization of those who in one 
way or another hold themselves out as 
practicing specialties within the field of 
medicine. One is the unwillingness of 
the physician to make the necessary ex- 
penditure of time, money, and effort to 
equip himself; a second is the fact that 
inadequate provision is made for fur- 
nishing the training which he needs; 
and a third is the fear, too often pres- 
ent in the individual, that requirements 
for standardization would deprive him 
of more or less tangible special privi- 
leges which he enjoys in the communi- 
ty, but which are based upon the rela- 
tively inadequate fact that he has a 
medical diploma and a license to prac- 
tice medicine, neither of which testifies 
to his ability to perform in a field of 
specialization. 

How many of those who undertake 
intraabdominal operations could dem- 
onstrate before a strict but fair and im- 
partial board of surgical examiners that 
they possessed the training which the 
health and safety of their patients de- 
mand? How high a percentage of 
rhinologists in country towns or even 
in the larger cities could show a thor- 
ough acquaintance with the intricate 
anatomy, the diagnosis, and the deli- 
cate surgery of the nose, the nasal 
sinuses, the larynx and the ear? Com- 


ing nearer home, how far have we really 


gone in the establishment of reliable 
standards of ophthalmic practice? 

It is true that the American Board for 
Ophthalmic Examinations, supported 
by the three important national bodies 
devoted to this specialty, was the pion- 
eer in standardization of special prac- 
tice in this country. It is also true that 
the activities of the Board, particularly 
in relation to the requirements of the 
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American Ophthalmological Society 
and of the American Academy of 
Ophthalmology and Otolaryngology, 
have materially advanced the cause of 
standardization in preparation for 
ophthalmic practice. But the road is 
only just begun. 

Ultimately, it is probable that no one 
will be allowed to hold himself out as 
a specialist in any well defined branch 
of medicine and surgery without hav- 
ing presented clearly authenticated 


evidence of a minimum period of train- 


ing in an institution properly equipped 
and designed to furnish this kind of 
postgraduate study, and without hav- 
ing shown a satisfactory aptitude in 


mastering the necessary details of in- 


formation and technique. 

It will not be sufficient for the candi- 
date to state that he has attended such 
an institution or that he has acted as 
assistant to some reputable practitioner 
of the specialty. He will have to pre- 
sent credits just as rigidly established 
as those which are carried from high 
school to college or from one university 
to another. 

This will involve the naming of in- 
stitutions whose courses of postgradu- 
ate study and whose demands upon the 
postgraduate student are officially rec- 
ognized as satisfactory ; and this in turn 
will require creation of teaching staffs 
of acknowledged efficiency. It will fur- 
ther demand, on the part of the com- 
munity or of the individual or of both, 
the expenditure of far more money than 
is now being applied specifically to 
postgraduate teaching and study. 

In ophthalmology, such official re- 
quirements for standardization might 
well result in the creation of accepted 
text books dealing with individual 
phases of the subject, such as refrac- 


tion, ophthalmoscopy, perimetry, ocu- 


lar histology and pathology, and ocular 
surgery. It might involve organized 
cooperation between a national exam- 
ining body (representing perhaps con- 
jointly the leading institutions for 
ophthalmologic education and the lead- 
ing ophthalmologic societies) and the 
licensing boards of the separate states. 
It might lead to the development of a 


group of teachers in ophthalmology 
whose activities were definitely aimed 
at meeting educational requirements 
for special practice. 

We have already travelled far in pro- 
cedure, although not so far in the lapse 
of years, from the days when no single 
state of this Union demanded a license 
for the legal practice of general medi- 
cine. The proposal to require a special 
license for special practice will be sub- 
ject to much criticism, and is likely to 
be slow of adoption. It could not fairly 
be made retroactive, and would have to 
be limited to the new generation of 
specialists. But such a development is 
a need of our modern age, will prove 
an essential basis of continued public 
confidence in the profession of the heal- 
ing art, and would place the practice of 
ophthalmology upon an even higher 
plane than it occupies today. 

W. H. Crisp. 


THE UNKNOWN IN GLAUCOMA 


In his introduction to the English 
translati6n of the Life of Pasteur, by 
Valléry-Radot, Sir William Osler 
wrote: “The Greek physicians, Hippo- 
crates, Galen, and Aretzus, gave excel- 
lent accounts of many diseases ; for ex- 
ample, the forms of malaria. They 
knew, too, very well, their modes of 
termination, and the art of prognosis 
was studied carefully. But of the actual 
causes of disease they knew little or 
nothing, and any glimmerings of truth 
were obscured in a cloud of theory.” It 
is not strange that with regard to glau- 
coma a knowledge, first of the pain and 
blindness it causes, and then of the 
changes left in the optic nerve and eye- 
ball, when it has run its course, should 
have preceded any knowledge of its 
“actual causes.” 

In spite of its grave prognosis, gen- 
eral ignorance of glaucoma has stood 
in the way of early recognition. The 
study of the pathologic anatomy of eyes 
removed after they had become entirely 
blind from glaucoma has tended to fix 
attention on the late results of the di- 
sease; while its early manifestations 
and course have been ignored or forgot- 
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ten. This attitude has been confirmed 
by the fact that in certain parts of the 
world, as in India and Egypt, most 
cases of glaucoma have not been seen 
until one or both eyes had become blind, 
and under circumstances in which no 
remedy but operation could be consid- 
ered. 

For these reasons Laqueur’s com- 
plete history of his own case, first pub- 
lished after his death, is worth repub- 
lishing. (See page 984 of this issue.) 
In it the earliest symptoms and course 
are emphasized, and also the important 
fact that not all cases of increased in- 
traocular tension end in_ blindness. 


Other cases of glaucoma that did not | 


end in blindness may be found scattered 
in medical literature, some of them re- 
ported by quite competent observers. 
Each ophthalmologist of large experi- 
ence has probably seen one or more of 
them ; although they have not made so 
much impression as one dramatic case 
that went on to blindness in spite of all 
treatment, like that of Javal. The case 
of Laqueur is perhaps the best observed 
case of its kind; and it is sufficiently 
striking to make a deep impression. 
Enough similar cases are now recorded 
to show that the belief that glaucoma 
invariably means operation is not well 
founded ; and when their significance is 
understood many more will be reported. 
When it is known that glaucoma may 
recover without operation, its causation 
and the influences that work for a bal- 
ance of intraocular tension will receive 
more accurate attention, and the as- 
sembling of facts heretofore overlooked 


will point the way to a better mastery. 


of the disease. Edward Jackson. 


THE AMERICAN ACADEMY OF 
OPHTHALMOLOGY AND 
OTOLARYNGOLOGY 


A few years ago even the most san- 
guine friends of the American Academy 
of Ophthalmology and Otolaryngology 
could scarcely have foreseen its pres- 
ent development. A democratic and in- 
clusive organization, with no bounds to 
its membership other than those estab- 
lished by the educational and profes- 
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sional qualifications of the candidates, 
it has grown amazingly, and today, in 
numbers, financial strength, and vigor. 
ous initiative for the good of the com- 
munity and of the profession, it is per- 
haps the most significant association of 
medical specialists in the world. 

The Academy’s vigorous champion- 
ship of the standards of special prac- 
tice established by the two national ex- 
amining boards, the American Board 
for Ophthalmic Examinations and the 
American Board of Otolaryngology, 
has seemingly in no way diminished, 
but rather stimulated, the desire of the 
younger generation of ophthalmol- 
ogists and otolaryngologists to be 
counted among its members. In rela- 
tion to the date and place of meeting of 
the Academy, the ophthalmologic board 
alone, sitting on October nineteenth in 
New York City and on October twenty- 
first in Philadelphia, examined some- 
where near seventy candidates for cer- 
tification, most of whom were appli- 
cants for membership in the Academy. 

The preparation of the Academy’s 
program of scientific papers has been 
somewhat hampered by the very gen- 
eral exodus of ophthalmologists to 
Europe in connection with the Interna- 
tional Congress at Amsterdam; yet a 
very worthy series of contributions was 
presented. It was a matter of rather 
general comment that the papers were 
discussed less freely than was desirable 
or than had been the case in earlier 
years. Several reasons were suggested 
to accofint for this, including the large 
size of the meeting hall, a certain 
amount of difficulty involved in sending 
discussion cards forward to the plat- 
form, and the idea that the publishingof 
a presessional volume might have re- 
duced instead of stimulating interest in 
the actual presentation of the papers. 
One well-known member suggested 
that in subsequent years there might be 
some virtue in allowing those taking 
part in discussion to speak to one or 
other of several microphones to be con- 
veniently placed throughout the meet- 
ing hall. 

The Academy has been and still is 
particularly fortunate in its executive 
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officers. Dr. Wherry’s very business- 
like administration of the affairs of the 
organization, and particularly of the 
plans for the annual meeting, has 
earned the warmest congratulations 
from his fellow members; and the 
ophthalmologists of the Academy are 
indebted to Dr. Benedict for so suc- 
cessfully overcoming the special diffi- 
culties which this year existed in re- 
gard to the preparation of the program 
of scientific papers. 

Perhaps the most striking develop- 
ment in the activities of the Academy 
in recent years is that part of the pro- 
gram for which the Secretary for In- 
struction is made responsible. There 
is something inspiring in the mental 
picture of some hundreds of ophthal- 
mologists and otolaryngologists, gath- 
ered from all parts of the United States 
and Canada, distributing themselves for 
two consecutive periods on each of 
three mornings, in groups of twenty or 
less, to take part in conferences on 
over fifty different topics, led by 
men who have devoted particular atten- 
tion to “specialties within specialties.” 
Only one warning is perhaps in order, 
and that is that each leader of a con- 
ference should not fail to leave an ap- 
preciable part of the hour and a half 
allotted to him open for the “confer- 
ence” feature of the plan, in other words 
for general discussion and exchange of 
individual views among those present. 

A new feature of this meeting, which 
as regards the ophthalmologic branch 
was not so well attended as its presen- 
tation deserved, was a review of “re- 
cent advances,” particularly well 
handled as to diagnosis and pathology 
by Dr. McKee and as to medical and 
surgical treatment by Dr. Bahn. It is 
unfortunate, although perhaps inevi- 
table, that whatever is placed last on 
the program suffers from the rapidly 
increasing migration homeward. 


W. H. Crisp. 
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The pathology of the eye. By Jonas S. 
Friedenwald, M.D., associate in 
pathological ophthalmology at the 
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Johns Hopkins University, path- 
ologist of the Wilmer Ophthalmol- 
ogical Institute of the Johns Hop- 
kins University and Hospital. 
Octavo, cloth bound, 346 pages, on 
plate paper. Illustrated with 253 
figures, mainly microphotographs 
from the pathological collections of 
the Wilmer Ophthalmological In- 
stitute and the Army Medical Mu- 
seum, by Helenor Campbell, New 
York, The Macmillan Company, 
1929. Price $4.50. 

It is upon a combined understanding 
of pathology, diagnosis, and therapy 
that successful practice must be con- 
ducted. Too often diagnosis and ther- 
apy have been studied or taught with- 
out adequate attention to pathology. 
The successive examinations conducted 


by the American Board for Ophthalmic 


Examinations have revealed an increas- 
ing earnestness and thoroughness in the 
study of pathology on the part of those 
who face these examinations; in spite 
of the fact that adequate and up-to-date 
textbooks on this subject were hard to 
find, at feast in the English language. 
Here is a volume which is likely at once 
to assume a leading position in the 
study of ocular pathology. 

Publisher and author alike are to be 
congratulated most heartily upon this 
valuable work. Its 253 beautiful illus- 
trations (for the preparation of which 
Miss Helenor Campbell is justly given 
credit by the author) round out the text 
in such a way as to provide a splendid 
basis for either teaching or group study. 
The microscopic details are reproduced 
flawlessly and with remarkable wealth 
of fine detail, unerringly selected for 
demonstration of the points brought 
out in the text. Much valuable material 
has been derived from the increasingly 
important eye collection of the Army 
Medical Museum, under Major Callen- 
der. 

The book is described by the author 
as the outcome of a course of lectures 
prepared some years ago for the in- 
struction of medical students and sur- 
gical house officers in the department 
of ophthalmology of the Johns Hopkins 
Medical School and Hospital. It will 
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add renown to the Wilmer Ophthalmol- 
ogical Institute, of whose staff the au- 
thor is an important member and with 
the date of whose official dedication the 
appearance of this volume so nearly 
coincides. 

“The aim is rather to form a bridge 
leading from general pathology to this 
special field. . .” Admirable em- 
phasis has been laid upon the reactions 
of different parts of the eye to similar 
injuries and disease processes and the 
frequent similarity between ocular 
disease and disease of other organs ; and 
it is interesting to note that the author 
feels that this orderly presentation has 
led to a considerable condensation of 
the text. The work opens with a con- 
cise review of ocular anatomy and phy- 
siology. 

Repeatedly, throughout the various 
chapters, one encounters the author’s 
original observations and deductions, 
often not hitherto published. Certain 
results of experimental researches on 
the rate of secretion of the aqueous, on 
the pathogenesis of wood alcohol blind- 
ness, and on the relation between catar- 
act and vitamin deficiency here find 
publication for the first time. 

The list of chapters follows: (1) In- 
troduction; (2) Ocular inflammations, 
panophthalmitis, and phthisis bulbi; 
(3) Ocular inflammations (continued). 
Focal lesions ; (4) Ocular inflammations 
(continued). Specific infections; (5) 
Injuries of the eye; (6) Cataract; (7) 
Glaucoma, hypotension, and detach- 
ment of the retina; (8) Senile changes 
and arteriosclerosis; (9) Choked disc 

and albuminuric retinitis ; (10) Diseases 
of metabolism, of nutrition, of the 
blood, of the endocrine glands, and of 
the bones; (11) Diseases of the cornea 
and conjunctiva; (12) Diseases of the 
ocular adnexa; (13) Normal variations, 
congenital anomalies; (14) Hereditary 
diseases ; (15) Tumors. A useful appen- 
dix on microscopic technique is added, 
and most of the chapters are accom- 
panied by lists of references. 

The author does not hesitate frankly 
to state his views where these do not 
altogether coincide with the opinions of 
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others, or where he leans to one out of 
a variety of conflicting interpretations 
of the evidence. In the chapter on focal 
lesions we find the following: “QOgr 
knowledge of the etiology of iritis, 
cyclitis, and choroiditis is at present 
much confused. Certain cases are 
clearly due to specific infections— 
syphilis, tuberculosis, etc. . . . . Tp 
the nonspecific cases bacteria cannot be 
demonstrated in the lesions. These 
cases have in general been attributed 
to focal infection of the teeth, tonsils, 
nasal sinuses, gall bladder, gastro-intes- 
tinal and genito-urinary tracts, but 
definite proof of the causal relationship 
is lacking. In some instances striking 
improvement is seen following treat- 
ment of the alleged focus, but equally 
striking improvement has been obtained 
in a limited number of cases with par- 
enteral injections of foreign protein, and 
with other forms of therapy. Those 
who believe in the theory of focal in- 
fection explain its therapeutic failures 
by assuming that some undiscoverable 
focus of infection exists within the hu- 
man body. If this were true, we would 
expect to find at autopsy, in a consid- 
erable number of cases, hidden foci of 
infection which have given no clinical 
evidence of their presence, but such hid- 
den infections are not found at autop- 
sy . : . . the one thing that can be 
said with certainty about the etiology 
of these intraocular inflammatory 
troubles is that it must be in some way 
related to the etiology of certain forms 
of iritis, for the association of these two 
conditions is far too frequent to be 
merely accidental.” W. H. Crisp. 


Der Faserverlauf durch das Chiasma 
und die intrakraniellen Sehnerven. 
(The course of the fibers through 
the chiasm and the intracranial op- 
tic nerve). By Hermann Wilbrand, 
Hamburg. Cloth octavo, 54 pages, 
44 illustrations. Berlin, S. Karger, 
1929. Price 12 marks, 

Although Newton in 1704 raised the 
question of a semidecussation of fibers 
in the optic chiasm, at the beginning of 
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the nineteenth century it was still gen- 
erally believed that the decussation was 
complete in the human. The end of the 
nineteenth century saw many investi- 
gators tracing the course of the fibers in 
the chiasm. The arrangement in al- 
ternating layers of the crossed portions 
of both nerves, the interlacing of the 
crossed and uncrossed nerve bundles, 
and the varying direction of the fiber 
bundles in various parts of the chiasm 
make this complicated course of the 
nerve fibers very difficult of study. 

The author states that the course of 
the fibers can be demonstrated ac- 
curately only in a chiasm unaltered 
macroscopically, with complete atrophy 
of one optic nerve; in such a specimen 
it is possible to trace the crossed and 
uncrossed portions of the intact nerve. 
For this reason the beautiful drawings 
by means of which the author demon- 
strates the course of the fibers in the 
chiasm are very interesting and instruc- 
tive; they represent forty-four micros- 
copic sections of the chiasm projected 
on a drawing apparatus. The descrip- 
tive text is very brief. 

In regard to the diagnostic points the 
author mentions a double central tem- 
poral hemianopic scotoma with pro- 
gressive loss of the entire temporal field 
due to a lesion in the floor of the third 
ventricle encroaching on the chiasm; 
blindness in one eye and temporal 
hemianopsia in the other due to a lesion 
of one-half of the chiasm; temporal 
hemianopsia followed by a central sco- 
toma caused by a lesion in the center 
of the chiasm extending laterally ; hom- 
onymous hemianopsia followed by 
blindness in one eye as indicative of 
disease of one optic tract extending into 
the chiasm of the same side; optic 
atrophy of one eye with progressive loss 
of central vision and gradual develop- 
ment of a temporal hemianopsia in the 
other eye, the result of disease progres- 
sing centrally from the nerve into the 
chiasm; and upper temporal quadrant 
anopsia, often the precursor of a com- 
plete temporal hemianopsia, in tumors 
extending from the hypophysis. 

Ray K. Daily. 
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OBITUARY 
Edward Erskine- Henderson 


Although Edward Erskine Hender- 
son wrote very few original articles and 
was not widely known to American 
ophthalmologists as a surgeon or 
clinician, he rendered conspicuous serv- 
ice to ophthalmology as editor of the 
Ophthalmic Review from 1910 to 1916 


Epwarp Erskine HENpeERSON, 1870-1929 


inclusive, as subeditor of the British 
Journal of Ophthalmology under Syd- 
ney Stephenson, from 1917 to the lat- 
ter’s death in 1923, and after that date as 
senior editor of the British Journal of 
Ophthalmology. 

From an early age he suffered from 
deafness, and although this fact seems 
not to have interfered seriously with his 
education at Harrow, St. John’s College 
(Cambridge), and Guy’s Hospital, or 
with successful medical practice at 
Shanghai, China, it did handicap him in 
the race for clinical appointments after 
he had taken up ophthalmology in 1898. 
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He worked at Moorfields Hospital for 
fifteen years, was an excellent operator, 
a good clinician, and a _ stimulating 
teacher. He retired from practice in 
1920. His editorship of the Ophthalmic 
Review came to an end with the war- 
time amalgamation of that journal with 
the Royal London Ophthalmic Hospi- 
tal Reports and the Ophthalmoscope to 
form the British Journal of Ophthal- 
mology. 

His intimate friend and editorial col- 
league on the British Journal of 
Ophthalmology, R. R. James, writes of 
him: “He will be greatly missed; his 
critical mind, his shrewd judgment, and 
his sense of humor made him an ideal 
colleague. He took the greatest inter- 
est in the journal; he improved our 
English and our punctuation and sat in 
kindly judgment on our faults.” He 


ERRATUM 


had engaged actively in various sports, 
“played a good game of golf, and he 
was on a fishing holiday in Irelang 
when he died. He was well read . .. 
he was expert in heraldic matters and 
he did beautiful work in wood and ivory 
on the lathe, in which he was entirely 
self-taught.” 


ERRATUM 


In the paper by Drs. Holloway and 
De Long in the preceding issue of this 
Journal (November, 1929), in the fifth 
line of the second column of page 875, 
the word “different” should be “dif- 
fuse”. The sentence will then read: 


“Fleischer’s patient showed a diffuse 
pigmentation of certain of the internal 
organs” etc. 
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General methods of diagnosis 
Therapeutics and operations 
Physiologic optics, refraction, and color 
vision 

Ocular movements 

Conjunctiva 

Cornea and sclera 

Uveal tract, sympathetic disease, and 
aqueous humor 

Glaucoma and ocular tension 


ND 


ABSTRACT DEPARTMENT 


Abstracts are classified under the divisions listed below, which broadly correspond to 
those formerly used in the Ophthalmic Year Book. 
paper may belong to several divisions of ophthalmology, although here it is only mentioned 
inone. Not all of the headings will necessarily be found in any one issue of the Journal. 


CLASSIFICATION 


It must be remembered that any given 


9. Crystalline lens 


10. Retina and vitreous 

11. Optic nerve and toxic amblyopias 

12. Visual tracts and centers 

13. Eyeball and orbit 

14. Eyelids and lacrimal apparatus 

15. Tumors 

16. Injuries 

17. Systemic diseases, and parasites 

18. Hygiene, sociology, education and his- 


tory 


| GENERAL METHODS OF DIAGNOSIS 
Erggelet, H. Fundus photography. 


Arch. f. Augenh., 1929, v. 100-101, July, 


p. 402. 
Erggelet discusses the value of vari- 
ous lights and the different types of 


photographic plates in fundus photo- 


graphy. Frederick C. Cordes. 
Lauber, Hans. Space-saving arrange- 
ment of Bjerrum curtain and improve- 
ment in Elliot’s scotometer. Klin. M. 
f, Augenh., 1929, v. 83, Aug.-Sept., pp. 
310-314. (2 ill.) 

Both apparatus are described and il- 
lustrated. C. Zimmermann. 


Sander, E. A simple apparatus for 
measuring the pupillary reaction. Klin. 
M. f. Augenh., 1929, v. 83, Aug.-Sept.. 
pp. 318-322. (1 ill. and 1 curve.) 

For the objective measurement of the 
pupillary reaction Sander has devised 
and describes a new apparatus, which 
avoids the deficiencies of the differen- 
tial pupilloscope of Hess. 

C. Zimmermann. 


Thiel, R. The settling time of the 
blood corpuscles in diseases of the eye. 
Klin. M. f. Augenh., 1929, v. 83, Aug.- 
Sept., pp. 213-220. (3 curves and 2 
tables.) 


The settling time of the blood cor- 
puscles was increased in rheumatic and 
luetic eye affections, retarded in the 
purely tuberculous affections. In acute 
exudative tuberculous’ iridocyclitis it 
Was greater than in the benign chronic 
indurative forms. The settling time is 
not specific; but as an extra method of 
examination it is a valuable diagnostic 
aid, especially in the etiologically dif- 
ferent types of iritis. In intraocular di- 
seases (iridocyclitis) it may be a gauge 
for the healing process and the result 
of therapy. It may inform the ophthal- 
mic surgeon of the existence of inflam- 
mations in other.organs, from which a 
late local postoperative infection may 
be derived if operation on the eye 
should be undertaken. 

C. Zimmermann. 


2. THERAPEUTICS AND OPERATIONS 


Gasteiger, H. The therapeutic use 
of x-ray in ophthalmology. Arch. f. 
Augenh., 1929, v. 100-101, July, p. 352. 

Gasteiger discusses in detail the 
method and dosage of x-ray therapy in 
various ocular conditions. Lid tumors 
react well to this therapy, between 50 
and 80 per cent responding to treatment. 
The superficial tumors, particularly, re- 
spond well. There is a divided opinion 
as to the use of x-ray or surgery. Most 
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men apparently feel that the superficial 
tumors should be treated conserva- 
tively while the deeper ones should be 
removed and x-rayed later. 

In orbital tumors the results are less 
startling. It is possible to reduce the 
tumor to some extent and in some cases 
there is apparently a cure of the condi- 
tion. The possibility of recurrence and 
metastasis, however, is great. 

Of the intraocular tumors, retinal 
glioma has received the greatest atten- 
tion. There seems to be some indica- 
tion that x-ray therapy may be of value 
in these cases. One case of retinal gli- 
oma that was given x-ray therapy has 
been observed by Gasteiger for ten 
years with apparent recession of the 
tumor and with useful vision. 

The epibulbar tumors also belong to 
the group that responds well to treat- 
ment. The treatment of pituitary tu- 
mors is discussed. In diseases of the 
uveal tract, cornea, and sclera, x-ray 
therapy has a definite place. Sympa- 
thetic ophthalmia, tuberculosis, and iri- 
docyclitis all seem to be helped by ex- 
posure. Frederick C. Cordes. 


Léffler, J., and Wellisch, E. The 
therapeutic value of ocular diathermy. 
Klin. M. f. Augenh., 1929, v. 83, Aug.- 
Sept., pp. 285-296. (4 ill.) 

After a review of the literature and 
description of technic, the authors re- 
port their own observations within one 
year on thirty-one cases of glaucoma, 
diseases of the optic nerve, retina, chor- 
oid, and vitreous. The results were 
favorable in acute and traumatic opaci- 
ties of the vitreous, only very limited 
in the other affections, but the authors 
consider diathermy as a valuable ad- 
juvant in diseases of the eye and one 
which deserves further development. 

C. Zimmermann. 


Monastyrskaja. Dynamometric 
measurements of akinesia of the orbicu- 
laris muscle. Klin. M. f. Augenh., 1929, 
v. 8&3, Aug.-Sept., pp. 306-310. (2 ill. 
and 1 curve.) 

To ascertain the effect of akinesia 
after injection of from 2 to 5 c.c. of one 
per cent novocaine, the needle passing to 
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the bone from the temporal lower angk _The 
of the orbit in a horizontal and thenjgg 82 
a vertical direction, a stop speculum way Put # 
used whose one branch had a gauge ceptic 
metallic plate, the other a pointer. Tig 
best results of akinesia were obtaingm 
by injecting four c.c. of one percent n@ shadc 
vocaine and operating between the fifth sole 
and thirteenth minutes after injection 
The measurements are given in tabula 
form. C. Zimmermann, Giz 
Spiropoulos, C. Experimental jn ar 
dence of the bactericidal effect of tho§ 57, MV 
rium. Arch. f. Augenh., 1929, v. 109 7y, 
101, July, p. 418. em 
Spiropoulos used thorium in various erly 
forms to determine its effect on bacte§ ment 
rial growth. Small doses over a periodg pyt : 
of sixteen hours had no effect; neither the | 
did large doses (2000 to 3000 e. s. E)E madi 
over a short period (one-half hourh® the ; 
Only large doses over a long period pro§ tism 
duced any bactericidal effect. Inasmuch Jp 1 
as the organisms in the eye are held i crix 
secretion or in epithelial cells, the aw] for ¢ 
thor concluded that thorium woul@™ equi 
have even less beneficial effect than #9 erro 
has in pure cultures. lens 
Frederick C. Cordes. emp 
whi 
Wessely, K. Avertin anesthesia im 
ophthalmology. Arch. f. Augenh, 
1929, v. 100-101, July, p. 556. L 
Wessely used avertin (tribromethyk ‘al 
alcohol) anesthesia by rectum. It® aa 
recommended particularly in childrel 
in whom intraocular surgery is neces ; 
sary. The ideal combination includ@ T 
the use of some local anesthetic as well Le\ 
The advantages of the method are that whi 
anesthesia is produced by induction og alte 
natural sleep. In addition, there is ag 4 
postoperative nausea or vomiting. Ing 5™ 
this way the state of excitement 
the fear and discomfort of general the 
anesthesia are avoided in cases img M™O 
which local anesthesia can not be used = Th 
Frederick C. Cordes. a 
3. PHYSIOLOGIC OPTICS. REFRAG§ fra 
TION, AND COLOR VISION ust 
Carlo. Monocular perception of re (te 
lief. Ann. d’Ocul., 1929, Aug., v. 166; ch: 
see 


pp. 650-654. 
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There is a qualitative as well as quan- 
titative loss of vision in the one eyed, 
but there is present a certain depth per- 
ception which is dependant on factors 
derived from experience in handling ob- 
jects and the perception of lights and 
shadows. Binocular vision is not the 
sole element in this question. 


Lawrence Post. 


Giannantoni, A. On the importance 
of exact centering of correcting lenses 
in ametropia. Ann. di Ottal., 1929, v. 
57, March, p. 206. 

The optic axis does not always con- 
form with the visual line. Very prop- 
erly attention is given to the adjust- 
ment of lenses to the pupillary distance, 
but not always to the visual angle. If 
the latter adjustment is not correctly 
made a prismatic effect may result, with 
the production of an artificial astigma- 
tism from oblique position of the lens. 
In the higher focal values the pre- 
scription of a lens gives an opportunity 
for correcting disturbances of muscular 
equilibrium together with refractive 
errors. By properly decentering the 
lens a less strength of glass may be 
employed with better effect than that 
which completely corrects ametropia. 


Park Lewis. 


Levinsohn, G. The anatomy of artifi- 
cially produced myopia in the ape’s eye 
and its significance in myopia. Arch. 
f, Augenh., 1929, v. 100-101, July, p. 130. 

The histological preparations used by 
Levinsohn were derived from apes’ eyes 
which Essed and Soewaine in Java had 
altered from hyperopia to myopia. This 
was done by placing young animals in 
small cages six hours daily in such a 
position that the normal vertical axis of 
the head was horizontal. After three 
months, myopia made its appearance. 
The animals were treated in this man- 
ner for fifteen months before the eyes 
were studied. With this change in re- 
fraction, a large percentage showed the 
usual myopic ophthalmoscopic changes 
(temporal conus). The anatomical 
changes noted were identical with those 
seen in human axial myopia. The arti- 
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cle contains many excellent micro- 
photographs. Frederick C. Cordes. 


Litinsky, G. A. Functional asym- 
metry of the eyes. Russkii Opht. Jour., 
1929, April, pp. 450-466. 

A new objective way of determining 
whether a person is right-eyed or left- 
eyed has been used by the author on 601 
patients of various ages ranging from 
two to seventy-two years. 

The examination was conducted in a 
dark room, with an electric globe at a 
distance of from three to five meters as 
a fixation object. The patient was ask- 
ed to place his index finger before his 
eyes and to look at the center of the 
globe, while the investigator observed 
the shadow of the finger passing across 
the patient’s leading eye. In 92.6 per 
cent of all cases examined, the author 
found a functional prevalence of one 
eye, notwithstanding the binocular type 
of vision. This was usually accom- 
panied by a tendency to close the non- 
leading eye. An attempt was also made 
to measure the degree of prevalence in 
diopters, Corresponding to the lens 
which reduced the visual acuity of the 
leading eye sufficiently to transfer the 

functional prevalence to the other eye. 

No relationship between “eyedness” 
and “handedness” could be established, 
except that ten per cent more of left- 
eyed persons were found among the 
left-handed than among the right- 
handed. The author stresses the im- 
portance of determining which is the 
leading eye, in correcting refractive 
errors and in selecting the eye to be 
operated upon in cases of bilateral 
cataract and in those of alternating 
squint. M. Beigelman. 


M@gller, H. U. Investigations in dark 
adaptation with Tscherning’s photo- 
metric lenses. Acta Ophth., 1929, v. 7, 
pts. 1 and 2, pp. 1-145. 


The article presents an exhaustive re- 
view of the literature on dark adaptation 
and a report of the author’s own investi- 
gations, illustrated with charts and 
tables. The increased sensitivity of the 
retina in the dark, he terms adaptation, 
and the lessening of this sensitivity un- 
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der illumination disadaptation. He pre- 
fers these terms to dark and light adap- 
tation, because the latter imply two 
separate functions. Working under 
standard illumination the range and 
time for adaptation and disadaptation 
should be equal. 


The author studied the adaptation of 
the retina and the various factors in- 
fluencing it; the sensitivity of the dif- 
ferent parts of the retina; the acuity of 
vision under reduced illumination; and 
the variations in the intensity of day- 
light. For the study of adaptation he 
finds Tscherning’s photometric lenses, 
which he describes in detail, most ac- 
curate. They do away with the neces- 
sity of cumbersome apparatus and a 
dark room. To measure the intensity 
of light he uses Tscherning’s lamprom- 
eter. He found that there was a 
definite range of adaptation for every 
definite intensity of light. For his own 
eye the maximum adaptation for a 
candle light seen from a distance of 50 
em. was a no. 10 photometric lens, 
which represents 1/10,000,000,000 of 
candle light. The factors which affect 
the range of adaptation and the time in 
which the maximum is reached are the 
state of adaptation of the eye tested, the 
size of the pupil, and the size of the ob- 
ject. The author describes the normal 
adaptation curve; it is not definite but 
varies with the previous state of adap- 
tation, the effect of which he demon- 
strates with charts. The power of im- 
mediate adaptation is greater in an eye 
coming out from bright illumination. 
The dilated pupil differs but slightly 
from the normal pupil in the dark; the 
pilocarpin-contracted pupil has the ef- 
fect of a 0.75 photometric lens in front 
of the eye. There is no increase in the 
range of adaptation through binocular 
effort. Ina study of adaptation for red, 
which is very difficult to demonstrate, 
the author found that in reduced illumi- 
nation red was best perceived centrally ; 
‘that when the light was further reduced 
it was perceived only centrally; and 
that the moment when red disappeared 
marked the beginning of the central 
physiologic scotoma in the dark and the 
end of foveal adaptation. 
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Under reduced illumination the 
visual fields contract if tested with small 
objects. The most sensitive portion of 
the retina is situated twelve degrees 
nasally at the limit of the physiologj- 
cal central scotoma. As the illuminga- 
tion is raised this scotoma becomes 
smaller before there is any extension 
of the peripheral field. The visual field 
for red becomes contracted to a few 
degrees around the fixation point. The 
physiologic scotoma varies with the in- 
dividual, the illumination, and the adap- 
tation. The author regards the yellow 
pigment of the fovea as the cause of 
this scotoma. Under reduced illum- 
ination Purkinje’s phenomenon is re- 
versed; red is visible centrally while 
green and blue are not perceived. The 
periphery has 1.75-2.00 Ph. more adap- 
tation than the fovea. 

The acuity of vision tests the central 
adaptation; the author uses specially 
constructed illuminated charts. The 
eyes are tied up from five to ten min- 
utes, the vision taken and the strong- 
est photometric lens through which the 
largest letters are recognized is deter- 
mined. The illumination can be con- 
siderably reduced before the acuity of 
vision begins to diminish, so that the 
charted curve shows at first a plateau 
and then a gradual decline. The light 
difference sense diminishes in the same 
manner as the visual acuity. For test- 
ing of the light difference an illuminated 
chart with gray letters is used and it is 
observed how many letters the patient 
can read through the various photo- 
metric lenses. 

The practical application of these 
studies is in the method which the au- 
thor and C. Edmund have worked out 
for the examination of hemeralopia 
cases; these are tested for the light 
minimum of visual perception, the light 
difference perception, and visual acuity 
and fields under reduced illumination. 


Ray K. Daily. 


Raubitschek, E. The present state of 
arrow skiascopy. Klin. M. f. Augenh., 
1929, v. 83, Aug.-Sept., pp. 221-242. 

This amplifies in highly technical de- 
tail the author’s previous article, Klini- 
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sche Monatsblatter fiir Augenheil- 
kunde, v. 81, p. 162. For a full under- 
standing, the reader must be referred to 
the original. (9 ill.) 

C. Zimmermann. 


Zenker, C. Comparative study of the 
practical use of the modern refrac- 
tometer. Arch. f. Augenh., 1929, v. 100- 
101, July, p. 733. 

Zenker used the Henker parallax 
refractometer, Kuhls’s prism refrac- 
tometer, and Thorner’s refractometer. 
In myopia, these instruments agreed to 
within 0.25 diopter in eighty-six per 
cent of the cases. In myopic astigma- 
tism, they agreed within 0.25 diopter in 
fifty-one per cent and within 0.5 diop- 
ter in another thirty-three per cent of 
the cases. In hyperopia there was more 
variation. In eighty-six per cent of the 
cases of simple hyperopia, there was a 
variation of 0.5 diopter, and in the re- 
mainder a variation of 0.75 diopter. 
In hyperopic astigmatism, in seventy- 
five per cent there was a variation up to 
0.75 diopter and in twenty-five per cent 
a variation of from 0.75 to 1.25 diopters. 
The instruments were also found valu- 
able in aphakia. 

Zenker feels these instruments are 
valuable as an aid providing they are 
not combined with “mechanical think- 


ing”. Frederick C. Cordes. 


4. OCULAR MOVEMENTS 


Cords, Richard. Nystagmus and 
traumatism of the skull. Klin. M. f. 
Augenh., 1929, v. 83, Aug.-Sept., pp. 
180-194. (1 ill.) 

Trauma of the skull may involve 
nystagmus in various ways, a classifica- 
tion of which is presented by the author 
with clinical histories. The centers 
which may be affected are the labyrinth, 
the frontal part of the brain and the fine 
Structures of the cerebral stem. While 
lesions of the two former mostly create 
a transient nystagmus, damage to the 
cerebral stem may cause a permanent 
nystagmus, which may impair the earn- 
ing power in severe cases. 

C. Zimmermann. 
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Corkill, D. E., and Lythgoe, R. J. 
Some experiments on eye movements. 
— Jour. Ophth., 1929, v. 13, Sept., p. 
443. 


The experiments were devised with a 
view to finding the time taken, under 
different conditions, for a subject to 
move his eyes from the position in 
which he was fixating a point to another 
in which he could see a rest-object, cer- 
tain details of which he had to read. 
The experimenters devised a screen 
with a central fixation point, and four 
windows ; above, below, right and to the 
left. In these windows was a time ex- 
posure letter C which was made to as- 
sume four different positions. The in- 
fluence of glare was provided for by 
means of a light placed near fixation. 
Six subjects were used upon whom 
many tests were made. The results of 
these tests are tabulated. 

The observers measured the time 
taken for a subject to move his eyes 
away from a fixation point and recog- 
nize a test-object momentarily exhibi- 
ted at an angle of twenty degrees with 
the fixation point. Six subjects did the 
experiments, two of whom were rather 
insensitive to changed _ conditions, 
whilst the other four reacted as fol- 
lows: small variations in the length of 
exposure of the test-object have a 
marked effect on the number of mis- 
takes made; the ease with which eye 
movements in different directions can 
be made is in order: right and left: 
down: up. A glaring source of light 
in the field of vision has no appreciable 
effect on the number of mistakes except 
when it lies on a straight line between 
the fixation point and test-objects. This 
effect is attributed to after-images. 

D. F. Harbridge. 


Jaroslavsky, E. I., Zimmermann, G. 
S., and Spector, S. A. On monocular 
nystagmus. Archiv Oftalmologii (Rus- 
sian), 1929, v. 6, pt. 1, pp. 33-43. 

A complete ophthalmologic, otologic, 
and neurologic study of four cases of 
monocular nystagmus is reported, and 
the following conclusions are brought 
out. The same impulses which cause 
bilateral nystagmus are responsible for 
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its monocular occurrence, provided 
there is either a unilateral lesion of the 
oculomotor apparatus or some central 
impairment of coordination in the 
motor functions of both eyes. The 
latter disturbance of coordination is 
usually the result of a central nervous 
lesion or of some visual defect. Monoc- 
ular nystagmus in children causes 
diplopia, while adults learn to suppress 
images in the oscillating eye. A normal 
visual acuity is at times observed in the 
nystagmic eye. M. Beigelman. 


Lauber, H. The treatment of strabis- 
mus in preschool and school child. 
Wien. klin. Woch., 1929, v. 42, April 
25, p. 591. 


For children with strabismus, the 
earlier the correction can be made the 
better. He is most emphatic that gli- 
oma and other pathological conditions 
be ruled out. He recommends that 
glasses be used early and the different 
exercises and stereoscopic instruments 
as aids. Operative treatment is indi- 
cated as a rule after fourteen years of 


age. Beulah Cushman. 


Moncreiff, W. F. Disturbances of 
visual functions in concomitant squint. 
Arch. of Ophth., 1929, v. 2, Aug., pp. 
179-197. 


In convergent squint secondary to 
the deviation itself there are three prin- 
cipal disturbances of function: 1, de- 
ficiency of the fusion faculty ; 2, ambly- 
opia ex anopsia; 3, retinal incongruity 
or abnormal correspondence. 

Eliminating organic lesions of the de- 
viating eye, deficiency of the fusion 
faculty is by far the most important 
etiological cause of deviation, though 
some cases may be due to abducens 
palsy. 

Amblyopia ex anopsia is a frequent 
finding in these cases. Evidence shows 
that it may be acquired, though this 
fact has been denied by well known au- 
thorities. But the evidence derived from 
patients in whom amblyopia has de- 
veloped or disappeared under observa- 
tion seems irrefutable. In convergent 
squint, the image on the retina of the 
deviating eye must lie outside the mac- 


ABSTRACTS 


ula, thereby producing diplopia unless 
one image is suppressed or a new, ab- 
normal correspondence between the re- 
tinas is acquired. Such suppression, at 
first voluntary, later subconscious, 
eventually leads to amblyopia ex anop- 
sia. 

Retinal incongruity, or abnormal cor- 
respondence, the third of these second- 
ary disorders, is an upset of the normal 
sensory relations of the two retinas, 
giving rise to disturbances of relative 
localization. There are two types: 1, 
the harmonious type, with equal values 
of the angle of squint and the angle of 
anomaly ; 2, the unharmonious type, in 
which the angle of squint and of 
anomaly are unequal. In contrast with 
these are other cases retaining normal 
correspondence. In this latter type, the 
false image is homonymous with the 
crossing eye. In the harmonious type 
of abnormal correspondence, a false 
macula has formed, having the same 
visual direction as the fixing eye, and 
therefore an absence of diplopia. In the 
unharmonious type the squint angle has 
diminished, resulting in projection of 
the false image into the temporal field 
of the fixing eye. 

Methods of measuring the squint 
angle in these two types are described 
in detail. 

The importance of the sensory rela- 
tions of the two retinas is great, from 
the standpoint of prognosis and 
therapy. . Braun has classified all cases 
from this point of view in three groups, 
those with constant normal correspon- 
dence, those having at times normal and 
at other times abnormal correspond- 
ence, and those with fixed or constant 
abnormal correspondence. Full binocu- 
lar vision with depth perception is 
usually possible in the first type, occa- 
sionally in the second, and never in the 
third. 

Considering further the possibilities 
of therapy, the inception of fusion train- 
ing with the Worth amblyoscope is of 
the greatest importance, as after six 
years of age the possibility. of good re- 
sults is greatly lessened and the time 
required greatly increased. If fixed ab- 
normal correspondence is present, fu- 
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sion training will only result in dip- 
lopia. It should be noted that marked 
amblyopia must first be corrected be- 
fore any results at fusion training can 
be undertaken. Accommodative con- 
vergence excess must be corrected and 
in some cases bifocals should be worn 
to reduce accommodative effort for 
near. Strong prisms to assist fusion 
may be used, gradually reducing their 
strength as fusion increases. 

In conclusion, the writer emphasizes 
the importance of adding to our usual 
study of such cases examination of the 
relative localization or sensor relations 
ofthe two eyes. He also concludes that 
“abnormal correspondence is not con- 
genital but acquired, and seems to be 
an effort toward adaptation of the sen- 
soric relations to the squinting posi- 
tion”. He calls attention to the fact 
that training with the amblyoscope is 
generally useless in the presence of ab- 
normal correspondence, and that in all 
cases before operation the angle of 
anomaly should be taken into account 


to avoid paradoxical diplopia. 
M. H. Post. 


Mussa-Beili, U. C. A case of abdu- 
cens paralysis after grippe. Zeit. f. 
Augenh., 1929, v. 68, Aug., p. 361. 

One case is described. A brief review 
of the literature reveals that the occur- 
rence is not uncommon and that the le- 


sion usually heals in one to eight weeks. 
F. H. Haessler. 


Prangen, A. de H. A study of the 
comparative anatomy of the extra- 
ocular muscles. Trans. Amer. Ophth. 
Soc., 1928, v. 26, p. 353. 

The changes that take place in the 
extraocular muscles following the vari- 
ous surgical procedures commonly car- 
ried out on them can only be known by 
studying the after effects of a series of 
operations on animals. Hence the neces- 
sity of becoming familiar with the com- 
parative anatomy of the extraocular 
muscles of the common laboratory ani- 
mals. 

The rabbit, cat, pig, dog and monkey 
were selected for experimental work be- 
cause of their availability, size and rela- 
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tive ease in handling. A description of 
a thorough dissection of the extraocu- 
lar muscles of the above-mentioned 
animals is accompanied by illustrations. 

An outstanding feature was a retrac- 
tor muscle found in the rabbit, cat, pig, 
and dog. In the monkey, although this 
muscle was absent, there was found a 
circular band of fibers which is perhaps 
a rudimentary retractor muscle. 

The situation and relationship of the 
oblique muscles were greatly clarified. 
In the search for suitable animals for 
experimental, surgical research on the 
extraocular muscles, it was found that 
the dog was most desirable. It is an ani- 
mal easily obtained and handled, and 
highly resistant to trauma and infection. 
Its orbits are accessible, and the extra- 
ocular muscles, large and welldevel- 
oped, are approachable. E. G. Lear. 


Sattler, C. H. Apparatus for subjec- 
tive and objective measurement of the 
angle of deviation of the eye, the 
graphic registration of the field of fixa- 
tion, and field taking by the method of 
Bjerrum. ~ Zeit. f. Augenh., 1929, v. 68, 
Aug., p. 345. 

In 1927 the author described a piece 
of apparatus for graphic registration of 
disturbances of motility of the eye. It 
consists essentially of a dull black cur- 
tain with a system of coordinates ruled 
with green, on which one notes points 
of fixation of each eye by having the pa- 
tient look through glasses with one red 
and one green lens, at a stationary red 
and a movable green object. In the 
objective measurement of the angle of 
deviation of the one eye, one hangs a 
small lamp in this center of the screen. 
The observer sits under the lamp and 
asks the patient to follow a small mov- 
able object with his fixing eye. The 
angle of deviation is measured by that 
point in the coordinate system at which 
the object is fixed when the deviating 
eye seems to fix on the lamp. The ap- 
paratus has an advantage over the Mad- 
dox tangent scale in that it also meas- 
ures vertical deviation. 

In the subjective measurement a red 
glass is placed on one eye and the pa- 
tient is asked to point to the apparent 
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location of the double image. The use 
of the curtain as a Bjerrum screen is 


obvious. F. H. Haessler. 


Velhagen, K., Jr. “Schauanfalle” 
(fixation spasms) and sleep. Klin. M. 
f. Augenh., 1929, v. 83, Aug.-Sept., pp. 
169-180. (1 ill.) 


In a number of cases of encephalitis 
lethargica disturbances of conscious- 
ness occurred leading to deep cataleptic 
sleep. They showed a distinct depend- 
ence on the ocular muscles in being 
elicited by certain nerve impulses lead- 
ing to fixation and closure of the eyes. 
Convergence spasms upward were very 
frequent, but it could be shown that 
convergence itself or accommodation 
are not the evoking factors. Hyper- 
ventilation may produce the same 
phenomena. These give a new insight 
into the essence of physiological and 
hypnotic sleep, indicating an important 
role of the ocular muscles and the dif- 
ferent stimuli derived from them. 
Spasms of convergence may be a sign 
of a serious organic disease of the cen- 
tral nervous system, usually encepha- 
litis. Fixation spasms (“crises oculo- 
gyres” in the French literature), and 
disturbance of consciousness thus are 
of great diagnostic importance. 


C. Zimmermann. 


5. CONJUNCTIVA 


Columbi, G. On the diffusion of 
trachomatous conjunctivitis in the 
province and in the city of Modena. 
og di Ottal., 1929, v. 57, March, p. 


The statistics presented have not 
been tabulated before. They represent 
thirty-three years of uninterrupted la- 
bor and are taken from 57,000 patients 
that have come under his observation. 
Of this number 9.97 per cent came 
under the designation of granulated 
eyelids. As to the social condition of 
those afflicted, the great majority were 
impoverished, poorly housed and living 
under bad hygienic conditions, in fre- 
quent contact with other trachomatous 
people at work, in the school, and else- 
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where. What most contributed to 
diffusion of the malady was their j 
rance of its nature, of its ready trans. 
missibility, the media of infection, the 
opportunities for its cure, etc. Oculists 
have all noted that once trachoma 
enters the home of a workingman, the 
entire family soon becomes infected, 
Of 5,688 cases less than 2 per cent were 
found among other than the very poor, 
Lymphatic children were peculiarly 
susceptible, 1,101 or 10.61 per cent be 
ing under ten years of age. Complica- 
tions requiring operation were fre- 
quent. 

While the mountaineers were equally 
poor the percentage of infections was 
less than on the plains. The highest 
proportion was found on the low lands 
of Finale Emilia, reaching 19.10 per 
cent. During recent years active meas- 
ures have been taken to control this 
menace to the people’s welfare through 
education, segregation of the infected, 
opportunities for treatment, etc., and 
the number of cases has been constant- 
ly reduced in consequence. 


Park Lewis. 


Doggar, J. H. Gonococcal conjune- 
tivitis in a socket.. Brit. Jour. Opth., 
1929, v. 13, August, p. 406. 

The patient, a female aged forty 
years, was suffering from an acute vagi- 
nal neisserian infection. The remain- 
ing eye was microphthalmic, and had 
a coarse lateral nystagmus and a colo- 
boma of the chloroid. 


D. F. Harbridge. 


Junius, P. Tuberculoma of the bul- 
bar conjunctiva. Arch. f. Augenh., 1929, 
v. 100-101, July, p. 170. 


Junius reports the rather unusual con- 
dition of multiple tuberculoma of the 
bulbar conjunctiva. The process re- 
curred several times, and each time the 
healing took place very slowly. In the 
last attack, ultraviolet light therapy was 
used with marked results, the condition 
healing quickly. The article also con- 
tains an excellent discussion of the con- 
dition. 


Frederick C. Cordes. 
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Triossi, S. Trachoma and secondary 
radiations: anatomic-pathologic modifi- 
cations. Saggi di Oftalmologia, 1928, v. 
4, p. 224. 

The effect of secondary x-rays in the 
treatment of eleven cases of trachoma 
was studied by means of biopsy before 
and after the exposureand iontophoresis 
treatment. The cases included the fol- 
lowing types of the disease ; one case of 
papillary trachoma; three cases of 
mixed trachoma; two cases of old mixed 
trachoma with gelatinization ; one case 
of heavy gelatinous trachoma and three 
cases of gelatinous trachoma with fi- 
brous degeneration. All of the cases 
showed marked or heavy pannus, in 
one case degenerative. 

The irradiations were administered to 
the palpebral conjunctiva with the lids 
held everted by strips of adhesive plas- 
ter. The still everted lid received an 
application of galvanic current from 
three to four ma. for fifteen minutes, 
citrate of copper solution 0.25 per cent 
being the electrolyte. The combined 
treatments were generally made at two- 
week intervals, a few after three weeks, 
and occasionally after one month. 

Microscopical biopsy was performed 
several months to one year after the 
end of the described therapy. The 
changes found included reconstruction 
of epithelial layers in regular strata for- 
mation, destruction of infiltrative ele- 
ments, formation of new blood vessels 
and a marked proliferation of the con- 
nective tissue. Clinically, the author 
observed a particularly favorable reac- 
tion on the corneal pannus. The clini- 
cal aspect corresponds to the histologi- 
cal picture except in the few cases of 
apparent complete recovery in which 
there remained zones of subepithelial 
infiltration. The author states that the 
various methods of employment of this 
treatment of trachoma having demon- 
strated no individual optimal result, a 
more exact formula of technique is still 
to be sought. F. M. Crage. 


Vogelsang, K. Conjunctivitis. Med. 
Klin., 1929, v. 25, May 10, p. 752. 

The author gives a very comprehen- 
sive review of the treatment of different 
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types of acute and chronic conjunctivi- 
tis. Beulah Cushman. 


6. CORNEA AND SCLERA 

Aubineau, E. Corneal edema. with 
hypercholesteremia. Ann. d’Ocul., 1929, 
Aug., v. 166, pp. 645-650. 

Five new cases are described. The 
vision is worse in the morning than in 
the evening. The cornea show an edema 
of the central parenchyma which 
changes during the day to islets of 
sloughing epithelium. These areas take 
a minor stain with fluorescine making 
it appear that the affected area is not 
the surface layer. An undue amount 
of cholesterin was present in the blood 
of each patient and a suitable diet re- 
lieved the trouble. Lawrence Post. 


Avizonis, P. Corneal hematoma. Ar- 
chiv Oftalmologii (Russian), 1929, v. 6, 
pt. 1, pp. 1-3. 

An intracorneal hematoma situated 
between the epithelial layer and Bow- 
man’s capsule was observed thirteen 
days after.a combined cataract extrac- 
tion. Three weeks later traces of blood 
could still be discovered in the cornea. 
The following factors, in the author’s 
opinion, contributed to the formation of 
the hematoma: a collapse of the cornea, 
which had taken place during the opera- 
tion; the patient’s general hyperten- 
sion ; and a temporary increase of pres- 
sure in the jugular veins transmitted to 
the pericorneal vascular system. Ten 
other cases of corneal hematoma re- 
ported in the literature are mentioned. 

M. Beigelman. 


Barletta, V. On the process of cicatri- 
zation in aseptic wounds of the cornea 
in relation to the reticulo-endothelial 
system. Ann. di Attal., 1929, v. 57, 
March, p. 256. 

The purpose of these experiments 
on dogs was to gain additional knowl- 
edge concerning the part played by the 
reticulo-endothelial system in the phy- 
siological healing of wounds in the cor- 
nea. In deep corneal injuries the re- 
parative process presents two phases, 
one epithelial and one of the connective 
tissue. 
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The normal fixed cells of the cornea 
are unable to take on the acid stain if 
introduced intravenously even when 
their activity is increased by the cica- 
tricial process going on in the corneal 
structure. The infiltration of aqueous 
in the wound carries with it fibrous fila- 
ments. These are true products of the 
ciliary endothelial reticulum secreting 
the aqueous, and take an active part in 
the reparative process. Park Lewis. 


Butler, T. Harrison. A case of blue 
degeneration of the cornea. Brit. Jour. 
Ophth., 1929. v. 13, August, p. 401. 


A male, aged fifty-five years, was 
treated with zinc sulphate for chronic 
conjunctivitis. Later he developed a 
superficial marginal ulcer for which 
flavine was used. About eight months 
later there was a recurrence of the ulcer. 
The conjunctivitis recurred, three years 
later, at which time there was noted 
a blue coloration in the lower portion 
of the left cornea. With the slit-lamp 
the cornea had a quilted appearance. 
The corneal tissue showed a coarse 
granulation thickly dotted with bright 
blue flecks. At first the color became 
more vivid, but about eight months later 
the quilting had disappeared and the 
color had faded to an ash grey. The 
fact that in certain lights there is a 
tendency to polychromatism, and that 
the blue is not seen by transmitted light, 
makes it almost certain that the color 
is an interference phenomenon, and that 
it is not due to actual pigmentation. 
(One illustration.) D. F. Harbridge. 


Cremer, M. Calcium therapy in phlyc- 
tenular keratoconjunctivitis. Arch. f. 
Augenh., 1929, v. 100-101, July, p. 729. 


Cremer observed 150 cases of phlyc- 
tenular keratitis. Half of this series 
were put on a calcium preparation, 
otherwise the treatment was identical 
for all. He used an absorbable calcium 
preparation (Calcium-Sandoz) that was 
tasteless and could be given to children 
over a long period of time. The results 
were sufficiently favorable to warrant 
further investigation of this therapy in 
phlyctenular keratoconjunctivitis. 

Frederick C. Cordes. 
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Fazakas, A. A new method of Den. 
ig’s transplantation of buccal mucogg 
for the treatment of pannus. Zeit. f 
Augenh., 1929, v. 68, Aug., p. 357. 

In tthe original method buccal mp 
cosa was implanted on to the area of 
sclera denuded by peritomy, and was 
held in place by sutures. The sutures 
are difficult to place and sometimes they 
cut through. At times the transplant 
slips away and is lost, or heals to ub 
cerated areas of the cornea. To avoid 
these difficulties the author performs a 
peritomy in such a manner as to leave 
intact three bridges of conjunctival tis- 
sue under which the transplant can be 
laid. It remains in place without su- 
ture, and when healing has begun the 
bridges which have now served their 
function can be severed, thereby com- 

leting the peritomy. 


Goar, E. L. Congenital pigmenta- 
tion of the cornea (Krukenberg type). 
Trans. Amer. Ophth. Soc., 1928, v. 26, 
p. 346. 

In 1899 Krukenberg reported a case 
of pigmentation of the cornea under the 
title of “bilateral congenital melanosis 
of the cornea”. The arrangement of the 
pigment deposits was peculiar in that 
the granules were collected in a fusi- 
form or spindle-shaped fashion in the 
deepest layers of the cornea. Later 
cases have often been alluded to as 
“Krukenberg’s spindle”. 

The author has often observed iso- 
lated granules of pigment in the deepest 
layers of the cornea in healthy eyes. 
He describes a case in which the long 
axes of the spindles were in the vertical 
meridians of the cornea, directly im 
front of the pupils, but slightly nasal 
to the center of each eye. Slit-lamp 
examination revealed that the spindles 
consisted of closely packed dots of 
granules of chocolate-brown color ly- 
ing in Descemet’s membrane or on the 
endothelial cells of the cornea. No 
granules could be found in the plane 
anterior to Descemet’s membrane, nor 
could he detect that the granules com- 
sisted of closely set rings with clear 
centers. Viewed in the axis of specular 
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reflection, the pigmented dots seemed 
to be in and between the endothelial 
cells. 

The puzz!ing features about this con- 
dition are the grouping of the pigment 

nules into vertical spindles and the 
fact that it occurs usually in myopes. 

No explanation for the morphology of 
the vertical spindles has been offered. 
It seems possible that, as the mesen- 
chyme grows inward between the sur- 
face epithelium and lens saccule to form 
the primitive cornea and anlage of the 
iris stroma, it might fuse above and 
below leaving at some stage a vertical 
slit (the future pupil) closed by a thin 
connective-tissue membrane, contain- 
ing cells which, according to Stock’s 
theory, possess the power of pigment 
formation. 

If for some obscure reason pigment 
granules should appear in the anterior 
chamber in early fetal life they might 
well be deposited on that part of the an- 
terior chamber where the temperature 
is lowest—the center of the posterior 
surface of the cornea. As the en- 
dothelial cells form the membrane, the 
pigment granules may well take part 


in the process. 
E. G. Lear. 


Gutzeit, R. Familial nodular corneal 
opacity. Zeit. f. Augenh., 1929, v. 68, 
Aug., p. 349. 

This affliction was observed in mem- 
bers of four generations of one family. 
The lesion was first described by 
Groenouw in 1890, and in 1917 in his 
discussion of the literature in the 
Graefe-Saemisch Handbuch this author 
mentions fifty-four essays on the sub- 
ject. The lesion is essentially a thick- 
ening of the endings of the corneal 
nerves in the form of amorphous, col- 
loidal, or hyalin masses under the epi- 
thelium in the superficial stromal layer. 


F. H. Haessler. 


Jaensch, P. A. Keratoconus. Med. 


Klin. 1929, v. 25, May 31, p. 862. 

The author reviews the history and 
medical treatment of keratoconus, in- 
cluding the use of the contact glass. He 
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summarizes the late surgical treatment 
under four groups: 


(1) Those operations dealing with 
excision of the bulging area of 
the cornea, as of a staphyloma, 
with or without a conjunctival 
flap. 

Pressure-reducing and fistula 
operations, as sclerectomy, Eli- 
ot’s trephining, and sclerotomy. 
Optical iridectomy after previous 
scarring of the cornea by opera- 
tion and tattooing. 

Extraction of the clear or slightly 
clouded lens and needling of the 
secondary cataract to aid in cor- 
recting the intraocular pathol- 
ogy. Beulah Cushman. 


Koyanagi, Y. Primary tuberculous 
corneal ulcer. Klin. M. f. Augenh., 1929, 
v. 83, Aug.-Sept., pp. 270-278. (3 ill.) 


Two cases are described in detail with 
the histology. Repeated inoculations of 
pieces of the ulcer into the eyes of rab- 
bits were negative. Also the treatment 
with bacillary emulsion had no notice- 
able effect. But the inflammatory focus 
showed a number of giant cells of the 
Langhans type and the accumulations 
of epitheloid cells in the surrounding 
episcleral tissue, surrounded by round 
cells, rendered probable the diagnosis 
of a primary tuberculous ulcer. The 
clinical picture with progressive disin- 
tegration of tissue was entirely different 
from the common form of phlyctenular 
keratitis. 

The second case, a youth aged seven- 
teen years, presented a corneal ulcer 
with tuberculides of the skin. 

C. Zimmermann. 


(2) 
3) 


(4) 


Meerhoff, W., Meerhoff, A., and 
Montes Pareja, J. Keratoconus of en- 
docrine origin corrected by glandular 
therapy. Arch. de Oft. de Buenos 
Aires, 1929, vol. 4, Mar., p. 129. 


The authors trace the origin and 
growth of the dystrophic cause of 
keratoconus, beginning with the views 
of Siegrist in 1912. In the seven cases 
thus far studied, disturbances of this 
kind have been demonstrated. Recently 
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another in its developmental stages fell 
into their hands. This is reported in 
detail, including an unusually happy 
outcome as to general health and visual 
power. The fact that these cases have 
been inexorably progressive has been 
one of their distinguishing features. 

The patient was a fourteen year old 
- boy, who had developed normally up 
to his eighth year. Then it was noted he 
began to hold his books too close, and 
gradually to accumulate fat. Lenses 
for his myopia were given and changed 
frequently, but his visual acuity had 
gradually decreased to a point where he 
could no longer read. 

There were no similar conditions else- 
where in the family. When first seen 
vision in the right eye was reduced to 
one tenth, in the left to one fifteenth. 

The slit-lamp did not show any al- 
teration in the corneal nerves. There 
was no Fleischer ring, but a distinct 
thinning was visible in the central por- 
tions of the corneas. 

Physically the boy was an adipose 
monstrosity, weighing sixty-six kilos 
with absolutely no development of the 
external genitals. Fat hung in great 
folds on the breasts, the glutei. the hips 
and the suprapubic region. There was 
no hair on the face, axille or pubes. 
The sella was small, its tuberculum en- 
larged and prutuberant, the anterior 
clinoid processes short, while the pos- 
terior were large and directed so ab- 
normally forward as to almost enclose 
the sella entirely. 

The boy laughed or cried with equal 
facility, was timorous and liable to out- 
bursts of either anger or joy without 
justification for either. He presented 
the picture of typical dystrophia adipo- 
sogenitalis of Fréhlich. with a puerile 
mentality. Serologically the patient 
was negative. The details of the treat- 
ment are not given beyond noting that 
it involved multiglandular therapy. 

The improvement in appearance as 
shown by photographs is striking. 
Coincidentally there was a definite 
change for the better in his mentality 
which rapidly approached normal. The 
vision increased steadily not only sub- 
jectively but by retinoscopic findings, 
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and the cornea receded to its normal 
contour. No local treatment of any 
kind was attempted. With correcting 
lenses he read easily, his voice assumed 
a deeper tone, and “his intelligence 
awakened to that of a youth of his age”, 
A. G. Wilde. 


Moscardi, P. Ultraviolet therapy in 
keratitis. Saggi di Oftalmologia, 1928 
v. 4, p. 298. a 

The good results obtained by many 
workers through the use of ultraviolet 
therapy in keratitis are mentioned by 
the author. Of the corneal conditions 
treated by them ulcus serpens has been 
benefitted most. The fact that some 
results were diametrically opposite 
stimulated the author to perform the 
experiments which he herein reports. 

The cases treated and observed num- 
bered thirty. They consisted of twenty- 
three cases of keratitis with hypopyon, 
three of severe, obstinate corneal ulcers, 
and four of chronic non-suppurative 
keratitis. All the kerato-hypopyon cases 
had corneal ulceration of widely vary- 
ing intensity. 

Treatments were administered with 
the Koeppe lamp. The corner were 
exposed twice daily for from four 
to seven minutes for fourteen to six 
teen days. The light was devoid of the 
greater part of its thermic element. 

Out of the ten severe cases of hypo 
pyon-keratitis, seven showed a good 
healing process, the other three eyes 
being lost. In the other cases definite 
cures resulted with a good return of 
vision. This was also true of the three 
cases of severe persistent corneal ul 
ceration and the four cases of chronic 
non-suppurative keratitis. 

The excellent results obtained in sup- 
purative keratitis, especially ulcus set- 
pens, prompts the author to recommend 
the administration of this form of treat- 
ment which is easily carried out and 
is devoid of pain and not injurious to 
the sound corneal tissue, lens or deeper 
parts. Its use is recommended also in 
the light non-suppurative cases and all 
corneal affections resisting local treat 
ment. (Bibliography). 

F. M. Crage. 
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Panico, Emanuele. Contribution on 
the study of experimental tuberculosis 
ofthe cornea. Ann. di Ottal., 1929, v. 
37, April-May, p. 314. 

These experiments were made on rab- 
bits. Bacilli were introduced with 
scarification of the cornea, inoculation 
jn the cornea at the periphery and in 
some instances in the anterior chamber. 
The usual reactions were observed. The 
purpose of the author was to determine 
whether ocular membranes would be 
invaded and the course that the infec- 
tion would run. 

The corneal inoculation whether of 
living bacilli or bacilli killed by heat 
invariably resulted in the formation of 
a nodule especially involving the cor- 
neal parenchyma. The tuberculous node 
at the end of a month began to lose 


its rosy color and starting in the central 


part took on a greyish white, the be- 
ginning of a caseous degeneration, to be 
followed by the sloughing out of the 
mass leaving an ulcerated surface be- 
hind. 

The author concludes that primary 
tuberculosis of the cornea follows a be- 
nign course and heals after a period of 
about three months. Only the con- 
junctiva and iris participate in the in- 
flammatory process and in these spon- 
taneous recovery follows. No other tis- 
sues became infected. Giant cells were 
never met in the corneal tissue. Koch 
bacilli were always present but limited 
to the inoculated area. The changes in 
the cornea, conjunctiva and iris must be 
attributed to the tuberculous toxin. 

Park Lewis. 


Samuels, Bernard. Detachment of 
Descemet’s membrane. Trans. Amer. 
Ophth. Soc., 1928, v. 26, p. 427. 

Although folds, ruptures, and tears 
in Descemet’s membrane are not in- 
frequently referred to in the literature, 
mention of detachments is seldom 
found. However within recent years in 
routine slit-lamp examinations, note has 
been more frequently made in the clini- 
cal charts of detachments. Three cases 
are described, and the following classi- 
fication of detachments of Descemet’s 
membrane is proposed: 
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(a) Active (pushed back). Under this 
head come separations brought about 
by active exudation between the lamel- 
le and the membrane. (b)_ Passive 
detachments (pulled back or torn 
away). This was very common. When- 
ever there is a heavy exudate in the 
anterior chamber, which undergoes or- 
ganization and contraction, it may draw 
Descemet’s membrane away, leaving 
the lamelle behind. (c) Detachments 
due to difference in elasticity between 
the parenchyma and the membrane. It 
is supposed that Descemet’s membrane 
is not as extensile as the lamella. 

The tendency of the membrane to 
roll on itself or to form folds when re- 
leased from the cornea is attributed to 
a lack of elasticity. Whenever a de- 
tachment takes place as a result of con- 
traction or distention of the stroma, 
serum first fills out the spaces, later 
come cells, and still later fibroblasts and 
scar tissue, as in the passive form of 
detachment. 

From the standpoint of the surgeon 
no great importance can be ascribed to 
all the vafious forms of detachments. 
They occur.mostly in complicated oper- 
ations, or where repeated operations 
have been made. They have no effect 
on the healing of incisions or on the 
tension of the eye, and often none on 
the transparency of the cornea. 

E. G. Lear. 


Sommer, Ignatz. Histological find- 
ings in an eye with deep keratitis. Zeit. 
f. Augenh., 1929, v. 68, July, p. 260. 

The eye was enucleated from a man 
aged forty-five years because of pain. 
It had been affected for over ten years. ~ 
The epithelium was stippled, and in the 
superficial and moderately deep stromal 
layers was a disciform, slightly eccen- 
tric diffuse opacity with radial stripes. 
Vision was reduced to light perception. 
Histologically the important changes 
were found in the cornea, while diffuse 
and circumscribed lymphocytic infil- 
trates in episclera, chamber angle, iris, 
and choroid were considered secondary. 
The severest changes involved the cor- 
neal center. The epithelium was 
papillated, and under it was a pannus 
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with scar tissue. Bowman’s membrane 
traversed the scars, was perforated at 
its center, and one of the free edges 
was rolled inward. The superficial 
stromal layers were replaced by scar 
tissue, beneath which were peripherally 
located lymphocytic infiltrates. Here 
and there the stroma cells had prolifer- 
ated and there was also necrosis and 
degeneration of these cells. 
he deep layers of the stroma were 
occupied by a disciform infiltrate con- 
sisting of lymphocytes, and epithelioid 
and giant cells. The infiltrate had per- 
forated Descemet’s membrane. These 
findings differ in no fundamental re- 
spect ons Igersheimer’s description of 
luetic parenchymatous keratitis. Hippel 
and Hess have both stated that luetic 
and tuberculous parenchymatous kera-- 
titis can not be distinguished in the 
clinical picture. Only greyish yellow 
infiltrates in the deep corneal layers 
near the limbus point to tuberculosis. © 
In this case the author feels justified 
in believing the disease to be tubercu- 
losis, because it started at a time of 
life when luetic keratitis does not 
usually begin, it remained unilateral for 
seven years, and the patient had apical 
tuberculosis and reacted to tuberculin. 
Histologically only part of the cornea 
was involved, and it has been found 
by Wolff that it is characteristic for 
tuberculosis to involve only circum- 
scribed areas of the cornea while luetic 
keratitis involves the entire structure 
diffusely. F. H. Haessler. 


Tyson, H. H. Tuberculoma of the 
cornea. Trans. Amer. Ophth. Soc., 
1928, v. 26, p. 72. 


This condition is rather rare, occur- 
ring as an ivory colored tumor begin- 
ning at the limbic portion of the cornea. 
The edge, usually crescentic, showed 
no ulceration, and might assume the 
entire thickness of the cornea. It was 
usually chronic and progressive in 
growth, and did not, apparently, pro- 
duce any increase in tension. It might 
occur without any definite finding of 
tuberculosis elsewhere, and was very 
resistant to treatment. 

He cited several cases which he had 
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treated with tuberculin injections over 
long periods of time, in connection with 
a general hygienic and dietary régime, 
The results had been gratifying. 

E. G. Leas 


7. UVEAL TRACT, SYMPATHETIC 
DISEASE, AND AQUEOUS HUMOR 
Burnham, G. H. Treatment of irido- 

cyclitis with raised tension. Trans, 
Ophth. Soc. United Kingdom, 1928, y, 
48, p. 57. 


The author stresses his “combined 
treatment” for the chronic iridocyelitis 
of sympathetic ophthalmia, gonorrheal 
iridocyclitis, and the early stage of non- 
specific iridocyclitis accompanied by in- 
crease of tension. This treatment con- 
sists of hypodermic injections of 
pilocarpin 44 grain and internally mer- 
cury and iodide and bromide of soda. 
The injections are given daily for ten 
days, after which there is a six weeks’ 
rest. The series is then repeated. The 
internal medication is continued during 
the interval. If the glaucoma or the 
iridocyclitis takes on an acute form, but 
before the pain has become very severe, 
the author instils pilocarpin drops lo- 
cally, combined with the internal medi- 
cation. If however, the pain is great, 
the tension high, and the vision only 
light perception, operation is resorted 
to, but the “combined treatment” is also 
carried out. - M. E. Marcove. 


Greeves, R. A. The cause and treat- 
ment of iridocyclitis with raised tension. 
Trans. Ophth. Soc. United Kingdom, 
1928, v. 148, p. 45. 


The author discusses the causes and 
treatment of this condition as dis- 
tinguished from secondary glaucoma 
arising from sequele of an inflamma- 
tory process, such as iris bombé. He 
classifies secondary glaucoma into three 
varieties: (1) long standing cases in 
which the spaces of Fontana are 
blocked either by condensation of the 
fibers of the pectinate ligament or in- 
vasion of the spaces by new granulation 
tissue from the root of the iris; (2) 
more recent cases in which the spaces 
of Fontana are blocked by large cells 


with swollen cell bodies each containing 


cases 


a sm 
as W 
He 
sitio! 
| flam! 
tive 
bloo 
collo 
ber i 
bitio 
by 
tory 
enot 
fluic 
ang’ 
mig 
drai 
| 
quo 
| exc 
par 
mat 
the 
gla 
no! 
use 
to : 
| ho! 
wil 
fol 
for 
us 
sy 
su 
83 
cl 
th 
| 
T 
ti 
t 
r 
i 
| u 
t 


ABSTRACTS 1025 


4 small nucleus; (3) cases in which the 
angle and spaces of Fontana are open, 
as well as the canal of Schlemm. 

He comes to the conclusion that these 
cases are due to alteration in the compo- 
sition of the intraocular fluid. On in- 
flammation of the ciliary body, the rela- 
tive composition of the aqueous and 
blood is altered, with the result that the 
colloid constituent of the anterior cham- 
ber is increased, and this leads to imbi- 
bition of fluid into the anterior chamber 
by osmosis. While the normal excre- 
tory mechanism is undoubtedly elastic 
enough to take care of this increase in 
fluid content, partial blocking of the 
angle with cells or by senile changes 
might be enough to interfere with the 
drainage. 

In regard to treatment, the author 
quotes authorities who use mydriatics 
exclusively and others miotics with ap- 
parently the same results. He sum- 
marizes his own treatment as follows: 
With the anterior chamber shallow and 
the eye suggestive of predisposition to 
glaucoma, a miotic is used. With a 
normal or deep chamber, homatropin is 
used first, and if beneficial it is changed 
toatropin. If no relief is obtained with 
homatropin, miotics are resorted to. If 
with the latter a definite improvement 
follows and the tension remains normal 
for several days, a mydriatic is again 
used. The operation of choice is treph- 
ining, as it takes the longest to close up. 

M. E. Marcove. 


Iga, Fuminori. Sensitization and 
sympathetic choroiditis from bacillus 
subtilis. Klin. M. f. Augenh., 1929, v. 
83, Aug.-Sept., pp. 195-213. (12 ill.) 

With reference to the article by Mar- 
chesani on sympathetic ophthalmia in 
the light of experimental investigations 
(Arch. f. Augenh., 1929, v. 100-101, p. 
603.) Iga undertook controlling experi- 
ments with bacillus subtilis in rabbits. 
These experiments are reported in de- 
tail. He concludes that the bacillus sub- 
tilis is by no means nonpathogenic for 
rabbits. After introduction into the eye, 
it produces severe panophthalmitis and 
under appropriate conditions also true 
bacterial metastases in the second, in- 


tacteye. The metastases occur through 
the blood stream no matter whether the 
infection takes place from the auricular 
vein, the eyeball or the empty orbit. 
The intensity of the focal inflammation 
is greatest after introduction of the bac- 
illary emulsion into the blood. There 
are also changes of the intact eye after 
inoculation of the anophthalmous orbit, 
or after repeated intraocular infections. 
The hematogenic eye metastases pro- 
duce an abortive septic endophthalmitis 
with disseminated foci in choroid, 


ciliary body, and iris in which the bacilli 
can be found. Foci in the stem and - 


sheath of the optic nerve show that the 
metastases are not limited to the globe 
exclusively, and might also be found in 
some internal organs. Marchesani is 
wrong in interpreting the results of his 
experiments as a sympathetic choroidi- 
tis, and as the first confirmation by ani- 
mal experiment of the anaphylactic 
theory of sympathetic ophthalmia. 
Neither the injury of the first eye, nor 
the admixture of bacillus subtilis or its 
toxins with disintegrating uveal tissue 
of the first infected eye, played a part 
in the production of inflammation of 
the second eye. The metastasis occurs 
independently, and also if the first eye 
has been removed and its anophthalmic 
orbit has been inoculated. 
C. Zimmermann. 


McMullen, W. H. Iridocyclitis with 
raised tension. Trans. Ophth. Soc. 
United Kingdom, 1928, v. 48, p. 51. 


The author divides the cases into 
three types: (1) those acute cases of 
iridocyclitis with early increase of ten- 
sion; (2) those cases which resemble 
acute or subacute primary glaucoma but 
in which careful examination reveals 
signs of uveal inflammation; (3) 
chronic cases in which increase of ten- 
sion occurs months or years later. 

Type one represents the usual acute 
iridocyclitis with normal or deep cham- 
ber, in which increase of tension follows 
the use of atropin and is attributable 
in some degree to its use. The changes 
are probably entirely due to the inflam- 
mation ; if this subsides quickly the eye 
will return to normal. The essential 
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cause of the high tension in this type 
is the iridocyclitis and the most effec- 
tive means available should be used for 
the relief of that inflammation. Slight 
rise of tension for a few days apparently 
does no harm, but if allowed to persist 
it causes permanent damage and it 
should be relieved. If there is consid- 
erable pain, steaminess of the cornea, 
and tension plus one, operation should 
not be delayed more than twenty-four 
hours. Since the tension is transient 
the operation of choice should be one 
that will lower the tension for a suf- 
ficiently long period and will leave the 
least permanent change in the eye. For 
this reason paracentesis is indicated, the 
wound being reopened at intervals if 
the tension does not go down. Purga- 
tion and diaphoresis are advised as they 
render the blood hypertonic and cause 
absorption of fluid from the eye. 

In type two the history may be simi- 
lar to that of an acute primary glau- 
coma, with signs and symptoms similar, 
but examination with the biomicro- 
scope indicates the presence of inflam- 
mation of the uvea. The author thinks 
that the iridocyclitis is not the essential 
factor here but that the eye is predis- 
posed to glaucoma by anatomical 
changes with a very small margin of 
safety. The tension is quickly relieved 
by miotics but goes up again. Perma- 
nent reduction is obtained only by oper- 
ation, either iridectomy alone or iridec- 
tomy with filtration. 

In type three the onset of glaucoma 
may be insidious or may be overlooked 
until cupping or field changes develop. 
Results are probably due to changes of 
lasting character produced by inflam- 
mation. Medical treatment is usually of 
no avail and operation has to be re- 
sorted to. Iridectomy may have a favor- 
able effect on the iridocyclitis itself as 
well as on the glaucoma, and obviates 
the troublesome complication due to 
extension of posterior synechie. The 
operation of choice aims at the forma- 
tion of a filtering scar. 

The chief thing to consider in these 
cases is whether the rise of tension is 
due to temporary or permanent change. 
In the former the iridocyclitis should 
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be treated with the ordinary means 
temporarily reducing tension if neces. 
sary. In the latter case operation with- 
out delay is called for, to produce per- 
manent reduction in tension. 

M. E. Marcove, 


Mandicevski, V. A peculiar form of 
calcium deposit in the eye. Zeit. { 
Augenh., 1929, v. 68, July, p. 221. 

The author gives a minute descrip- 
tion of histological preparations of an 
eyeball in which calcium deposits oe- 
curred in the form of thin plates and 
needles in the region of the anterior 
and posterior chambers. Such plates 
and needles were very numerous in each 
section. Microchemical tests demon- 
strated the fact that the calcium was 
combined with fatty acids. Sections 
from another eye with similar findings 
are briefly described. As the crystals 
were all deposited in the most depend- 
ent part of the eye it seems probable 
that they were formed free in the fluid. 

F. H. Haessler. 


Smith, J. A. Sympathetic ophthal- 


mia. Arch. of Ophth., 1929, v. 2, Aug., 
pp. 169-173. 


The writer states that when inflam- 
mation appears in the fellow of an in- 
jured eye months or years after an in- 
injury, provided the injured eye has 
been free from trouble in the meantime, 
the inflammation should commonly be 
regarded as an independent condition. 
Occasionally, nevertheless, related at- 
tacks do occur. In the case presented 
the diagnosis of sympathetic ophthal- 
mia occurred forty-eight years after in- 
jury. The diagnosis was made from 
the history, the clinical course, and the 
microscopic findings in the enucleated 
eye and in the iris tissue from the sym- 
pathizing eye. Three fine plates are 
presented with the paper. 

M. H. Post. 


8 GLAUCOMA AND OCULAR 
TENSION 


Krause, K. Nevus flammeus and 
glaucoma. Zeit. f. Augenh., 1929, v. 68, 
July, p. 244. 

Two cases of glaucoma in patients 


ew 


|| 

with 
the f 
coma 
ally 
nevt 
visib 
iris, 
prod 
dilat 
and 
tid | 
am 
In t 
con 
nz\ 
just 
pht 
ma 
Th 
of 
no! 
an 
he: 
tic 
19 


ABSTRACTS 1027 


with nevus flammeus are reported. In 
the first one there was a typical glau- 
coma simplex which developed unilater- 
ally during puberty on the side of the 
nevus. Teleangectasis changes were 
visible in the vessels of the conjunctiva, 
iris, and choroid. Stasis in the neck veins 
roduced a slight rise in tension and a 
dilatation of the blood vessels of iris 
and choroid. Compression of the caro- 
tid on the affected side produced only 
a moderate decrease of ocular tension. 
In the second patient hydrophthalmos 
congenitus existed on the side where 
nevus was more extensive. It seems 
justifiable to assume that the hydro- 
phthalmos resulted from congenital 
malformation of the uveal blood vessels. 
There also were tonic and clonic spasms 
of the extremities on the side of the 
normal eye, and enlargment of the liver, 
and these may have been produced by 
hemangioma of. the brain and liver. 
F. H. Haessler. 


Lambert, R. K., and Wolff, Julius. 
The systemic use of hypertonic solu- 
tions in glaucoma. Arch. of Ophth., 
1929, v. 2, Aug., pp. 199-203. 

Numerous investigators have found 
that the systemic use of hypertonic so- 
lutions constantly reduced the intra- 


‘ ocular pressure in animals. In twenty- 


five normal men the authors produced 
a fall of forty percent in intraocular 
tension after the intravenous injection 
of 15 gm. of sodium chloride, and a drop 
of twenty-one percent after one-half 
that amount. Two hundred to three 
hundred c.c. of a five percent solution 
was injected through a small needle by 
gravity. Dextrose is much less effec- 
tive, weight for weight. 

Nine cases are reported. The drop 
in tension varied from 7 to 17 mm. Hg. 
In normal cases the drop lasted rarely 
more than two hours; in glaucoma oc- 
casionally for as long as twenty-four 
hours. The procedure is recommended 


as a preliminary to operation. 
M. H. Post. 


Magitot, A. Glaucoma and the 
pathological problem. Ann. d’Ocul., 
1929, Aug., v. 166, pp. 609-639. 


This is the fourth and final install- 
ment on this subject. The conclusion 
of the author is that glaucoma is due 
to impaired permeability of the capil- 
laries throughout the eye. When the 
posterior segment is especially affected 
an cedema of the vitreous and the type 
of glaucoma with shallow anterior 
chamber results ; when the anterior seg- 
ment is involved the type with deep an- 
terior chamber is seen. Pilocarpin and 
eserine act, not by drawing the iris 
away from the angle of filtration, but 
by their influence on the cells of the 
capillary walls, increasing their perme- 
ability. 

Glaucoma is a sick eye in a sick body 
and in treatment this fact must be re- 
called and careful investigation of the 
entire individual must be made with es- 
pecial reference to angiosclerosis which 
is usually the underlying cause of the 


disease. 
_ Lawrence Post. 


Moscardi, P. Therapy of glaucoma 
with adrenalin and glaucosan. Saggi 
di Oftalmologia, 1928, v. 4, p. 122. 


The author found that subconjunc- 
tival injections of adrenalin and instil- 
lations of left glaucosan produced a 
notable but temporary decrease in in- 
traocular pressure, levoglaucosan being 
slightly the more efficient in the greater 
number of cases. When used with pilo- 
carpin glaucosan causes a notable de- 
crease in pressure which is maintained 
for a considerable period. Glaucosan 
used as instillations does not produce 
general disturbances on the circulatory 
system analogous to adrenalin. It can 
be used, therefore, in all cases and is 
to be preferred to adrenalin. Adrenalin 
and amin-glaucosan give very poor re- 
sults in acute congestive glaucoma. The 
author feels that a longer period of 
observation is necessary for a more defi- 
nite opinion on levoglaucosan. He con- 
siders the drug of some value as a 
hypotonizing substance surely deserv- 
ing of greater merit than it has already 
been given. It should be employed in 
cases where pilocarpin is without effect. 


Bibli hy. 
F. M. Crage. 


ii 
ii 
i 
eCes- 
Per- 
| 
t. 
f an | 
| 
and | 
rior 
ites 
ach | 
on- | 
vas 
ns 
gs 
als 
id. 
| 
i 
| 
i 
j 
ij 
| 


1028 


Parker, W. R. Management of 
simple glaucoma. Arch. of Ophth., 1929, 
v. 2, Aug., pp. 174-178. 


Cases of chronic simple glaucoma 
may be grouped under four headings: 
1, those in which spontaneous recovery 
takes place; 2, those in which arrest 
follows general treatment and local use 
of miotics; 3, those halted by surgical 
intervention ; 4, those in which the con- 
dition progresses despite all forms of 
intervention. 

The first type includes early cataract 
with lens swelling and low-grade 
uveitis. 

Under the second heading the author 
considers especially those cases treated 
by epinephrin and with levoglauco- 
san. The first method resulted in no 
cases of permanent benefit. The same 
held ‘true for levoglaucosan. Similar 
. results obtained by Ellett are referred 
to, as are his good results with posterior 
adhesions in cases of acute iritis, results 
also shared by the author’s patients. 

In considering the third group, it ap- 
pears that no.one operative procedure 
is applicable to all cases. Iridectomy 
seems best in the presence of a moder- 
ately deep anterior chamber, when the 
fields are not markedly contracted, 
when the iris is not atrophic, and when 
variable tension persists following the 
use of miotics. In all other cases 
trephining is recommended. 

The fourth group is emphasized by 
a recital of the numerous expedients 
employed in certain cases without re- 
sult. 

Considering operations in general, it 
appears that sixty percent of patients 
will have satisfactory results, thirty 
percent will receive no benefit, and ten 
percent will be made worse from opera- 
tive interference. M. H. Post. 


Tessier, Giulio. Behavior of the iris 
and the endocular tension in the eye of 
the cat experimentally contused. Ann. 
di Ottal., 1929, v. 57, April-May, p. 299. 

A plummet of lead was suspended by 
a pulley and allowed to strike upon the 
center of the cornea in a series of cats. 
The head of the cat was placed against 
a block of wood and the lead which was 
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of a weight of 200 grams and with the 
surface smooth was allowed to swing 
from measured distances varying from 
10 cm. to 50 cm. from the cornea. Be. 
yond this point the injury to the cornea 
was so serious as to make the eye use- 
less for this experiment. 

Paralysis of the iris was an occasional 
result only, myosis was predominant 
and of short duration depending on the 
extent of the injury. The tension was 
almost always increased but without 
reaching as high a degree as when in- 
jury was inflicted on dogs or rabbits. 

Repeated contusions, no matter to 
what extent, gave rise to long continued 
hypotension. A weak constant current 
had no appreciable effect on the trauma. 
The varied effect produced on animals 
of different species led the author to 
conclude that exact deductions could 
not be drawn either as the action of 
a contusion on the iris or on the tension, 

In the great majority of these experi- 
ments the contused eye showed hyper- 
tension in a degree proportionate to the 
injury but never reaching more than 
40 mm. of mercury. Hypotension was 
exceptional. It remained longer than 
the hypertension and was of a lesser 
degree. Park Lewis. 


9. CRYSTALLINE LENS 


Byers, W., Gordon, M.  Slit-lamp 


study of an unusual case of congenital 
cataract. Trans. Amer. Ophth. Soc., 
1928,-v. 26, p. 100. 

The. findings in the left eye were un- 
like anything the author had been able 
to find in literature. An opacity in the 
left lens presented a very bizarre pic- 
ture. An elongated cone extended from 


the margin of the dilated pupil, at six ~ 


o'clock, to the middle of the lens. Here 
it seemed to pass through a round ab- 
solutely black hole to the center of the 
lens, where it broke up into a number 
of glistening, granular tufts that ran 
in various directions. The main opacity 
was not smooth but wavy and uneven 
as on the right side. The rest of the 


lens appeared to be quite clear. The 


clear area beyond the two components 
of the embryonic nucleus was not open 
as is usually depicted, but was appar- 
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ently closed inward by a zone of denser 
lenticular fibers. 


Conway, J. A., and Thomson, J. M. 
Arare form of developmental cataract. 
Brit. Jour. Ophth., 1929, v. 13, Aug., p. 
402 


This is the history of a man aged 
sixty-three years who was struck in the 
right eye by particles of debris. Eight- 
een months later he claimed deficient 
vision for purpose of compensation. 
At the three o'clock position the iris 
bulged forward presenting a grey area 
while a point appearing as a synechia 
ended in a lens opacity. After dilata- 
tion of the pupil, the slit-lamp showed 
no sign of a previous corneal wound. 
A narrow band of whitish tissue like 
a knotted cord was seen traversing the 
anterior chamber in an antero-posterior 
direction. The anterior end was at- 
tached to the collarette of the iris at 
three o’clock, whence it dipped over the 
pupil margin and pierced the anterior 
lens capsule, running straight back 
through clear lens to end in a flattened 
white opacity lying in the equatorial 
plane of the lens. As far as could be 
judged this opacity lay at the junction 
of the fetal and infantile nuclei. The 
lens opacity, in the author’s opinion, 
was not due to trauma but to natural 
causes, or more properly speaking to 
an aberration in the normal sequence of 
the steps of the development of the eye. 


D. F. Harbridge. 


Magnasco, M. Black cataract. Saggi 
di Oftalmologia, 1928, v. 4, p. 63. 

The condition is usually present in 
very old individuals and though one ob- 
server reported an incidence of 4 in 
1,000 cases of cataract, the proportion is 
generally held to be much lower. 

In a typical case the pupillary space 
appears almost as black as in a normal 
eye. Observed under oblique illumina- 
tion, the anterior lens capsule throws 
a grayish metallic reflex. These signs, 
together with the absence of punctate 
specks and striz, distinguish this from 
all other forms of cataract. It usually 


develops in an eye which gives a nega- 


tive history of previous ocular disease 
or trauma. 

The cases wherein hematin and other 
pigments of blood origin were found 
in the lens material, were in eyes hav- 
ing had endocular disease or previ- 
ously subjected to intraocular opera- 
tions. 

The case presented in this paper was 
typical objectively. General physical 
examination, the usual laboratory rou- 
tine examinations and examinations of 
the cataract for pigments and fat were 
all negative. However, the cholesterin 
index, which was 2.98 gr. per 1,000 mils, 
showed an increase. Qualitative choles- 
terin tests on the lens substance were 
markedly positive. 

The author concludes that black 
cataract represents an exaggerated den- 
sification of the crystalline fibers trans- 
forming the entire lens into nucleus. 
This densification.and complete sclero- 
sis devoid of spaces, droplets, vacuoles 
and other formations found in common 
senile cataracts, together with the dark 
nuclei of the anterior epithelium and 
granular makeup of the fibrous proto- 
plasm, give to the cataract its dark 
color, probably by way of an exag- 
gerated refractibility. He believes that 
individuals who have an increase in 
blood cholesterin and develop cataracts 
are predisposed to this type of lenticu- 
lar sclerosis. (Bibliography.) 

F. Crage. 


O’Brien, C. D. Biochemical studies 
of the blood in patients with senile 
cataracts. Trans. Amer. Ophth. Soc., 
1928, v. 26, p. 438. 

In the series of cases reported here, 
the blood analyses include estimates of 
urea nitrogen, uric acid, creatinin, leci- 
thin, fats, sugar, and sugar tolerance. 
Other determinations were also made 
of chlorids, calcium, inorganic phos- 
phates, carbon-dioxide content and pH, 
but most of these were normal and not 
reported. Apparently there was a dis- 
turbance of metabolism in a great ma- 
jority of these cases. 

Uric acid showed rather high values 
in seventy-seven percent of the cases, 
perhaps indicating an early kidney dys- 
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function, although this might be ex- 
pected in aged individuals. The blood 
fats (cholesterol, fat, and lecithin) 
showed abnormally high values in a 
majority of cases, and in view of the 
fact that the cataractous lens itself 
shows a great increase in cholesterol 
content, this appeared suggestive. How- 
ever, further work should be done un- 
der perfectly controlled conditions. 

One of the most suggestive findings 
was that of high fasting blood sugar 
—this was indicative of a disturbed 
carbohydrate metabolism, and when 
checked with the glucose tolerance test, 
proved that many of the cases could 
not properly utilize sugars. Since 
Ghanz found that the presence of sugar 
aided light in producing lens opacities, 
it may have been that these patients 
had no abnormally high sugar concen- 
tration in the aqueous. 

If an abnormal sugar metabolism had 
anything to do with the production of 
cataract, the author wonders why dia- 
betic children invariably do not show 
lens changes. The answer to this may 
be the comparatively short period of 
time during which children with dia- 
betes lived before the advent of insulin; 
since insulin has been used the blood 
sugar has been kept within normal 
limits. Further investigations in this 
field are being carried out. 

E. G. Lear. 


Reese, W. S. Posterior lenticonus. 
Trans. Amer. Ophth. Soc., 1928, v. 26, 
p. 339. 

The term “lenticonus” had been 
used to describe a protruberance of the 
anterior or posterior surface of the lens. 
The anterior type was apparently al- 
ways conical, the posterior, however, 
might be either conical or globular. 

Some cases of posterior lenticonus 
aré erroneously named. The greater 
the opacity, the more one was inclined 
to doubt the authenticity of the case. 
The theories as to the production of 
lenticonus are based on hyaloid trac- 
tion, rupture or thinning of the posterior 
capsule, enlargement of the lens, and 
displacement of the nucleus. None of 
these were present in the cases reported. 
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The slit-lamp examination of the cages 
suggests a very plausible theory as to 
the production of posterior lenticonys 
and one that seems in accord with the 
observed facts. When the adult ny 
“cleus begins to form, some process on 
the posterior face of the embryonal ny- 
cleus, possibly of an inflammatory or 
irritant nature, causes a local increased 
growth of the posterior lens capsule, 
which at that time, is in direct apposi- 
tion with the embryonal nucleus. A 
resulting bulging of the capsule poster- 
iorly then occurs, thus encouraging and 
allowing relatively greater growth of 
the adult nucleus at that point. The 
rapidity with which this bulging oc- 
curs probably explains the deficiency in 
lens fibers as indicated by the spaces 
shown in the illustrations. These in- 
clude the volcano-like space on the 
posterior face of the embryonal nu- 
cleus and vacuole-like spaces extending 
backward from this, forming a cone 
with its base in the lenticonus. The 
reason that these spaces are more 
numerous posteriorly is probably that 
the process begins at a period when the 
production of lens fibers in the adult 
nucleus has hardly had time to get 
under way. The increase in the size of 
the adult nucleus may also help by 
facilitating readjustment of the lens 
fibers. E. G. Lear. 


10. RETINA AND VITREOUS 
Amsler, M. and Dubois, H. Ophthal- 
moscopic. topography and retinal de- 
tachment. Schweiz. med. Woch., 1929, 
v. 59, June 22, p. 658. 


The treatment of retinal detachment 
by the method of Gonin, who assigns 
to the retinal tear the principal patho- 
genic role, demands as a preliminary a 
most painstaking ophthalmoscopic ex- 
amination. Not only must the tear be 
detected but it must be accurately local- 
ized if the perforating and obliterating 
thermocauterization is to be successful. 
The difficulties experienced in localiza- 
tion in the fundal periphery led the au- 
thors to devise a chart for topographic 
ophthalmoscopy which has greatly 
facilitated the work in their hands. It 
has two concentric circles, an outer one 
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of 165 mm. in diameter and an inner 
one of 125 mm. in diameter, twelve radii 
which stop at some distance from the 
center, and a 5 mm. circle in its appro- 
priate place to represent the papilla. 
The outer circle corresponds to the ex- 
treme periphery of the fundus visible 
ophthalmoscopically, the inner one to 
the equator, and the twelve meridians 
to the hours on a clock dial. In ex- 
planation of the rather large dimensions 
of the chart, the authors point out that 
there is a prevalent misconception as 
to the actual size of the ophthalmv- 
scopically visible fundus owing to the 
small area of the fundus pictured in 


most textbooks preoccupied with path-: 


ology around the posterior pole, that 
actually about thirty-three disc dia- 
meters across is visible, and that under 
the usual magnification of slightly over 
three times in indirect ophthalmoscopy 
the diameter of the disc is 5mm. They 
urge, also that the extremely trying 
task of magnifying or reducing the 
dimensions of what one sees in the mak- 
ing of an ophthalmoscopic drawing is 
obviated by having a chart of a size to 
correspond to the apparent dimensions 
of the fundus as seen in indirect oph- 
thalmoscopy. As a further aid in mak- 
ing the disc-diameter, which is the 
indispensible yardstick in fundus locali- 
zation, more precise under the varying 
conditions of refraction of observed 
eyes and of the lens used in the oph- 
thalmoscope, and for the purpose of ob- 
viating the necessity of returning to it 
to refresh one’s memory as to its size 
and risk losing the often elusive retinal 
tear, the authors make use of Haab’s 
pupillometer rule. The patient holds 
this against his temple and the apparent 
size of the disc is noted and the exact 


’ measurement used throughout that par- 


ticular examination. The usual prob- 
lem in spontaneous retinal detachment 
and the localization of its tears, whose 
seat of election is at the equator, is thus 
the determination of the number of disc- 
diameters between it and the limit of 
visible periphery, called for convenience 
the “ora,” although it is not the true 
anatomical ora serrata. This arbitrary 
“ora” is placed by the authors at 8 mm. 


from the limbus. The determination of 
the meridian is facilitated considerably 
by the use of the plane mirror and the 
use of a special chart of the fundus re- 


flex devised by Amsler some years ago. 
M. Davidson. 


Dick, A. M., and Sawhney, M. R. 
Report on a case of so-called coloboma 
of the macula. Brit. Jour. Ophth., 1929, 
v. 13, Sept., p. 445. 

The outstanding features in this case 
report are the size of the coloboma, it 
being half the size of the disc, vertically 
oval instead of the usual oval, sharply 
defined, and contained round shining 
bodies which looked like cholesterin 
crystals, a degenerative product the re- 
sult of an old hemorrhage, or inflamma- 
tion. This favors the impression that 
the condition was pathological in origin. 
Two illustrations. D. F. Harbridge. 


Junius, Paul. Remarks on Coats’s 
retinitis, Leber’s retinal degeneration 
with multiple aneurisms, and the angio- 
matosis retinz of Hippel. Zeit. f. Au- 
genh., 1929, v. 68, July, p. 207. 

This is a general discussion of these 
three conditions with many citations 
from the literature. A striking fact is 
that all three occur chiefly in young 
males. These three diseases have many 
points of similarity in clinical course 
and result, and this may point to a 
similarly inherited or acquired defect. 
One may speculate to the effect that 
the defect involves the vasometer 
nerves, but much more observation is 
needed before any definite conclusion 
can be drawn. It is not impossible 
that Recklinghausen’s neurofibroma- 
tosis and syringomyelia will be drawn 
into the discussion, and the views of 
Unna on congenital vascular nevi must 
be appraised. F. H. Haessler 


Rieger, H., and Trauner, R. A case 
of Biedl-Bordet syndrome, and the 
heredity gf this condition. Zeit. f. 
Augenh., 1929, v. 68, July, p. 235. 

A child is described with adiposity, 
retinal degeneration and polydactylia. 
The retinopathy was not a typical 
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retinitis pigmentosa, but a granular 
form of tapetoretinal degeneration. The 
family tree of this daughter of normal 
but consanguineous parents, as well as 
a critical examination of previously re- 
ported observations, demonstrates that 
the individual symptoms are deter- 
mined by associated hereditary factors. 
These facta show that in man the 
hereditary determinants for different 
embryonic layers and mutally different 
organs arising from these layers may 


reside in the same chromosome. 
F. H. Haessler. 


Kerry, Richard. Retinal detachment. 
ao Jour. Ophth., 1929, Sept., v. 13, p. 
447. 


This author reported in the May, 
1928 issue of the same journal three 


cases in which restoration of vision oc- 
curred following the use of iodized oil. 
He now reports two cases which did not 
result so happily. In the first case, 
following a few weeks’ treatment, the 
superior temporal vein which was 
shrunken assumed a normal appearance 
but there was no return of vision. The 
fundus in the second patient when first 
observed had a truncated cone appear- 
ance. Eight months later the retina 
was apparently in normal position 
above, and well below the horizontal on 
the nasal side. On the temporal side 
and below it remained unattached. The 
condition and vision varied. The ob- 
server is inclined to the belief that the 
subretinal fluid was, in part, derived 
from the vitreous. D. F. Harbridge. 


Maggiore, L. On the functional 
value in the visual act of the single seg- 
ment which comprises the cones and 
rods. Ann. di Ottal., 1929, v. 57, April- 
May, p. 289. 

The cones and the rods are in sub- 
stance extensions of the visual cells. 
They consist actually of three segments, 
an external, an intermediate and an 
internal. The foveal cones are longer 
and finer than the others irfthe macula 
or elsewhere in the retina. There is no 
luminous point in the fovea but even 
here are minute circles of diffusion. 
Considering the retina as absolutely 


segment. 
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transparent the image is not arrested 
before reaching the pigment layer. The 
cones and the rods have their bases 
resting against a smooth and eo, 
tinuous membrane, the membrana 
limitans. The cones and the rods being 
of differing lengths on their inner sup. 
face present an irregular surface up. 
fitted to serve optically against the 
pigment as an opaque screen. It js 
only at their bases that these elements 
are at the same line forming a compaet 
neural mosaic, and here alone do they 
meet the requirements of an optically 
receptive surface. 

The author considers that the pre- 


‘ valent conception, that vision musthave 


its origin, whether physical, chemi- 
cal or biological, at the external uneven 
terminals of the external segments is 
an a priori hypothesis. The structure 
of the cones and the rods is of too com- 
plex a nature to warrant the acceptance 
of this view as a demonstrated fact and 
aside from the morphology involved the 
functional visual act should be more 
carefully studied. In the field of hypo 
thesis the idea is worthy of considera- 
tion whether the external segment by 
reason of its proximity to the chorio- 
capillaris may not be an organ designed 
to excite and prepare the actual photo- 
receptive parts of the cones and rods 
forming the smooth mosaic of the inner 
Park Lewis. 


Scheerer, Richard. A new entopto- 
scope for observation of the blood 
current in the retina. Klin. M. f. 
Augénh., 1929, v. 83, Aug.-Sept., pp. 
317-318. (1 ill.) 

The apparatus is described and illus- 
trated. C. Zimmermann. 


11. OPTIC NERVE AND TOXIC 
AMBLYOPIAS 


Fazakas, Alexander. Modern points 
of view in the treatment of tabetic 


atrophy of the optic nerve with en- 


dolumbar and suboccipital pneumo- 
cephaly. Klin. M. f. Augenh., 1929, v. 
83, Aug.-Sept., pp. 297-301. 

Recent histological and _ bacterio- 
logical researches suggest that de 
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secondary consequence of inflammatory 
processes in its basal sections. The 
atrophy, at least in the ascertained re- 
cent cases, must be conceived as an 
active progressive syphilitic disease, 
that is an intracranial neuritis. Hence 
active therapy with various prepara- 
tions of mercury and arsenic is indi- 
cated. Early diagnosis is of paramount 
importance for prevention of the 
atrophy. Disturbances of adaptation 
are important and early symptoms 
which point to the correct diagnosis at 
a time when ophthalmoscopic and 
visual field examinations are still 
negative. 

The next requirement is that the sub- 
stances injected into the blood shall 
actually reach the desired places. 
The hemato-encephalic barrier of the 
meninges is impermeable to certain 
drugs. It has been clinically and ex- 
perimentally proven that the perme- 
ability of the meninges increases in 
inflammation, so that antiluetics pene- 
trate the nervous parenchyma more 
readily. The author, therefore, recom- 
mended at first the combination of 
intravenous neosalvarsan injections 
with endolumbar injections of air, 
which produce a meningeal irritation 
and hyperemia, proven by the hyper- 
emia of the ocular fundus. Recently he 
has supplanted the lumbar by the sub- 
occipital route administering air before 
each third endocysternal injection of 
salvarsan. The latter is given in in- 
creasing doses from 0.5 to 3 mg. 

The clinical histories of nine cases 
are reported. More than fifty per cent 
Showed a measurable and permanent 
improvement of most retinal functions. 
Six other cases gave similar results. 

C. Zimmermann. 


Handmann. Hereditary, probably 
congenital, central glious degeneration 
of the optic nerve with especial partici- 
pation of the central vessels. Klin. M. 
f. Augenh., 1929, v. 83, Aug.-Sept., pp. 
145-152. (2 col. pl., 6 ill.) 

In examining amblyopic eyes of 
children with strabismus, Handmann 
ascertained in six an apparently rare 


but identical affection of the optic nerve. 


It consisted of pallor or greenish-gray 
discoloration of the sharply defined disc, 
without excavation, involution, or en- 
tire absence of the vascular funnel. In 
lieu of the branching of the central 
vessels, the peripheral vessels arose 
near the border of the disc. The disc 
was of normal size and surrounded by 
an atrophic ring and pigmentation. 
Some abnormally developed vessels, 
and in one case intense proliferation of 
the glia between disc and macula, in- 
dicated a participation of choroid and 
retina. The changes, however, did not 
extend to the periphery of the fundus. 
Usually the macular reflex was lacking, 
suggesting a certain hypoplasia of the 
retina. In one case there was a direct 
hereditary transmission from father to 
son, and the author is inclined to con- 
sider the affection as congenital, and 
due to a disturbance of development at 
the time of the formation of the vascu- 
lar funnel, this being replaced by 
mesodermal tissue damaging the nerve 
fibers. Vision fluctuated from 1/18 to 
total blindness with corresponding pre- 
served or lost pupillary reaction. 
C. Zimmermann. 


Satanowsky and Adrogue. Tumors 
of the optic nerve sheath. Arch. de 
Oft. de Buenos Aires, 1929, v. 4, March, 
p. 142. 


This article gives a résumé of the his- 
torical development of our knowledge 
of endocranial tumors, beginning with 
Cruveilhier in 1835. Tumors arising 
from the leptomeninges by proliferation 
of its specialized endothelial cells, are 
designated as meningoblastomas. 

In making such a diagnosis it is 
necessary that the specimen be ex- 
amined with particular care, especially 
its external surface where it approxi- 
mates the dura. Its appearance may 
simulate either a glioma or a myxoma, 
the peripheral portions only showing 
the characteristic structure. 

These tumors arise usually in the 
young, a slowly progressing exophthal- 
mia being the principal sign, with 
deterioration of visual acuity. The 
exophthalmia is at first axial and irre- 
ducible, with later deviations outside 
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the axial line. If motility is preserved 
for some time it demonstrates that a 
free space remains between the tumor 
and globe. Pain is usually lacking, and 
the globe is well preserved. 

Pupillary reactions vary in accord- 
ance with the condition of the optic 
nerve. The fundus can be normal, al- 
though vision may be nil, typical 
atrophy becoming evident later. If the 
mass constricts the venous outflow, 
there will be congestion of the disc that 
can develop to typical papilledema. 

Extirpation of the tumor mass either 
with or without the globe is always 
indicated, and the later application of 
x-rays may be beneficial. Six cases are 
described in detail, from both the clini- 
cal and pathological standpoints. — 

A. G. Wilde. 


Scheerer, Richard. On the causes of 
retrobulbar neuritis. Klin. M. f. Au- 
genh., 1929, v. 83, Aug.-Sept., pp. 164- 
169. 

Scheerer saw at the eye clinic in the 
University of Tibingen, from 1921 to 
1928, 203 cases out of about 64,200 ex- 
amined (0.3 per cent) of acute and 
chronic retrobulbar neuritis. Sixteen 
per cent of these showed various causes, 
including six per cent due to tobacco- 
alcohol intoxication. The majority of 
171 cases (84 per cent) presented cer- 
tain or probable multiple sclerosis; 
affections of the accessory nasal sinuses 
were present in three cases, or 1.5 per 
cent, and no known cause could be 
assigned in .twenty-three cases (11 
percent). This shows the unimportant 
part played by affections of the nasal 
sinuses. Frequently the neuritis oc- 
curred as an early symptom of the 
general condition, in some it came after 
from one to sixteen years, so that some 
of the doubtful cases may develop the 
general symptoms of sclerosis later. 
With general therapy, 0.15 neosalvar- 
san once a week was given, often with 
considerable improvement of vision. 
Monolateral and bilateral cases were 
equal in number. In the less acute 
cases the local prognosis was good. One 
hundred cases presented normal oph- 
thalmoscopic findings in spite of visual 


disturbances in twenty. Relapses oc 
curred eleven times. Temporal atrophy 
was seen in 34 per cent, total atrophy 
in 14 per cent, indistinct disc in 6 per 
cent, central scotoma in 34 per cent 
bilateral in 32 per cent, paracentral jp 
6 per cent, peripheral contractions and 
defects in 8 per cent, normal visual field 
in 20 per cent in spite of atrophy. 
C. Zimmermann. 


12. VISUAL TRACTS AND CENTERS 

Biringer, Stefan. Changes in the 
visual field and fundus in tumors of the 
hypophysis. Klin. M. f. Augenh., 1929, 
v. 83, Aug.-Sept., pp. 153-164. (10 
fields.) 

The literature of the last ten years 
shows a great variability in the changes 
of the fundus and visual field associated 


with tumors of the hypophysis. At the 


clinic of Professor Elschnig at Prague 
ninety-six hypophysis cases were ob- 
served, but only fifty-two cases are here 
considered in which an affection of the 
hypophysis was proved with absolute 
certainty either by operation or by 
roentgenograms. The material is 
divided into: acromegaly, fourteen; 
dystrophy seven, and tumors of the 
hypophysis thirty-one, with clinical his- 
tories and charts of the visual fields. 
Bitemporal hemianopsia, considered 
typical for tumors of the hypophysis, 
occurred in twelve cases, with amawt- 
rosis of the second eye in fourteen, 
altogether in twenty-six out of the 
fifty-two cases. Frequently the nasal 
disturbance commences in one eye, 
apparently more frequently in the 
right, generally as relative scotoma 
in the temporal field and usually 
in connection with the blind spot 
The scotoma may spread and become 
absolute or the color perception gradu- 
ally disappears in the whole temporal 
half with preservation of the visual field 
for white. In the second eye the 


processes may be similar, but not al 
ways identical. Great fluctuations of 
the color perception and vision in the 
temporal half of the visual field are 
characteristic, as shown by the extent 
and quality of the scotomas. Involve 
ment of the nasal field seems to be late, 
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and central vision remains longest. 
Atypical visual fields, encroaching of 
the defect on the nasal half, especially 
of one eye, seem to indicate spreading 
of the tumor to the optic nerve, par- 
ticularly to one optic tract if the de- 
scending or constructive affection of 
the optic nerve is not evidenced by 
choked disc or optic neuritis. 
C. Zimmermann. 


Ehlers, Holger. The cause of oph- 
thalmic hemiplegia. Rev. Oto-Neuro. 
Oft., 1929, v. 4, June, p. 255. 

Attacks of megrim are occasionally 
associated with paresis of the third 
nerve, which may be either transient or 
persist for some time. Women develop 
megrim about twice as frequently as 
men, and seeing the frequency with 
which the attacks are accompanied by 
visible vasomotor changes of the face, 
it is believed they are dependent upon 
similar cerebral disturbances. 

A cause must be found sufficient to 
produce changes in the cerebral cortex, 


- and the homolateral nerve trunk of the 


oculomotorius, simultaneously. This 
possibility is found upon the inferior 
surface of the pons, where the third 
nerve is adjacent to the posterior cere- 
bral artery. 

The third nerve lies within the rami- 
fication where the basilar artery forms 
the posterior cerebral and superior 
cerebellar. The former then goes up- 
ward and backward to reach the cal- 


earine fissure, where it divides into the 


calcarine and parieto-occipital arteries. 
The posterior cerebral thus supplies 
the posterior pole of the occiput, the cal- 
Carine cortex, the cuneus, the lingual 
gyrus, and upper posterior portions of 
the temporal lobe. Thus the entire 
visual area is dependent upon this 
artery, and visual changes that are 
vasomotor in origin must arise within 
this vessel. Owing to its proximity, 
changes within its walls or great altera- 
tions in its pressure may also affect the 
trunk of the third nerve. 

It is noticed when the scintillating 
Scotoma disappears, the oculomotor 
paresis also improves. When persist- 
ing beyond the megrim, it shows the 


mechanism of their production to be 
different, and agrees with the theory 
that the paresis arises from pressure 
exerted by the arterial wall upon the 
third nerve trunk. A. G. Wilde. _ 


Favaloro, Giuseppe. (1) A omen 
on the clinical morphology in the re- 
gion of the optic pathway and the hypo- 
physis in the fetus and in the adult. 
(2) On the pathogenetic conditions 
affecting the optic pathway with es- 
pecial consideration of affections caus- 
ing compression. Ann. di Ottal., 1929, 
v. 57, April-May, p. 354. 

The author’s studies include: (1) the 
third ventricle, the optic pathway and 
the hypophysis, (2) the optic tract and 


the body of the sphenoid, (3) the chiasm 


and the peduncle of the hypophysis, 
(4) the optic tract in relation to the 
polygon of Willis, (5) its relation to the 
meninges, (6) the pituitary and the 
sphenoidal sinuses. ‘The pathological 
conditions considered are those affect- 
ing compression, the syndromes which 
cause it 4nd those which do not. In 
the first group are the affections which 
are phlogistic, edematous or atrophic, 
dependent on general or on local causes, 
and which in origin are toxic, microbial, 
dyscrasic, cephalo-rachidian, secondary 
to morbid meningeal, cerebral, or spinal 
processes, etc. 

The second group affecting the optic 
pathway includes those syndromes 
caused by compression and causing 
atrophy. These include atheroma of 
the Willis polygon, syphilitic involve- 
ments, hydropsies of the third ventricle, 
tumors of the hypophysis and like 


causes. Park Lewis. 


Hamann, J. Diagnosis and therapy 
of hypophyseal tumors. Zeit. f.. Au- 
genh., 1929, v. 68, Aug., p. 317. 

Ten cases of hypophyseal tumor were 
seen in the eye clinic of the University 
of Hamburg. The author is hopeful 
that in many cases the patient can be 
definitely helped by roentgen therapy. 
Those cases in which there is no evi- 
dence of destruction of the sella turcica 
are most favorable. Surgery is indi- 
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cated when there is extensive bone de- 
struction or perforation of the sphenoid. 
Early diagnosis increases the chances 
of success tremendously. 

F. H. Haessler. 


Plaza and Luque. Peripheral and 
central hemianopsia. Arch. de Oft. de 
Buenos Aires. 1929, v. 4, March, p. 179. 


When taking visual fields we must 
distinguish between peripheral retinal 
fibers, and those from the macular re- 
gion that are projected in a zone from 
six to ten degrees around the point of 
fixation. While the first undergo par- 
tial decussation, those from the macule 
pass entirely to the opposite side within 
the central portion of the chiasm. Each 
retina becomes localized in the external 
geniculate body of each side. 

Degenerations in the superior or in- 
ferior portions of the retinz, pro- 
duce corresponding lesions within the 
geniculate bodies, and do not extend 
into the thalamus. While the thalamus 
is not therefore directly in the visual 
tract, it may function in stereoscopic 
vision or estimation of distance. 

The superior lip of the calcarine 
fissure repeats the superior homonym- 
ous quadrant of both retine ; the lower 
lip, the opposite side. Thus a lesion 
limited to the superior calcarine lip, pro- 
duces an homonymous hemianopsia in 
the inferior quadrant of the visual field. 

When testing the Wernicke reaction, 
the light beam should be as small as 
possible, and directed very obliquely 
but avoiding the sclera so as to prevent 
diffusion of rays to the supposed nor- 
mal side. In patients with red hair, or 
those having a scarcity of natural pig- 
ment, this diffusion cannot be avoided. 
Hence hemiakinesia will be negative 
even when dealing with a definite lesion 
of the peripheral neuron. 

In exploring the macular region in 
detail, the Haitz charts are especially 
useful. Even with these central fixa- 
tion must be carefully watched, and the 
test object brought preferably from the 
periphery towards the center. Other- 
wise the eye will instinctively follow it, 
and the field be given a false enlarge- 
ment on that side. 
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Seven cases are given in detail: (1) 
right homonymous hemianopsia due to 
compression of the optic tract by tuber. 
culoma of the thalamus, and tuberey. 
lar meningitis; (2) left homonymoys 
hemianopsia with paralysis of the third 
nerve of the right side in hereditary 
lues ; (3) left homonymous hemianopsia 
with monocular hysterical amblyopia, 
disorientation and tabes; (4) right 
homonymous hemianopsia with word 
blindness, alexia, visual agnosia and 
cortical amblyopia; (5) right ho 
monymous hemianopsia, followed by 
double and later superior hemianopsia; 
(6) left homonymous hemianopsia of 
traumatic origin ; (6) left homonymous 
hemianopsia due to diffuse meningo- 


vasculitis. A. G. Wilde. 


13. EYEBALL AND ORBIT 


Birch-Hirschfeld, A. A spoon for 
introducing the fat ball into Tenon’s 
capsule after enucleation of the eyeball. 
Klin. M. f. Augenh., 1929, v. 83, Aug- 
Sept., pp. 314-317. (3 ill.) 


Birch-Hirschfeld constructed a spoon 
for introducing the fat ball into Tenon’s 
capsule without pressure or tearing, 
which gives it a better chance to heal. 


C. Zimmermann, 


Dandy, Walter E. An operative 
treatment for certain cases of men- 
ingocele (or encephalocele) into the 
orbit. Arch. of Ophth., 1929, v. 2, Aug. 
pp. 123-132. 


Pulsating exophthalmos may result 
from three conditions: 1, arteriovenous 
aneurism of the brain, orbit, or cavern- 
ous sinus; 2, arterial or arteriovenous 
aneurism of the orbit; 3, defective 
orbital roof. There was a congenital 
orbital meningocele in the case pre 
sented in this paper, due to a defect in 
the orbital roof. The region was ap- 
oad by “a small anteriorly placed 

ne flap, extending from the orbital 
ridge to the anterior hair line or slightly 
beyond”. The bone transplant was se 
cured from the outer table of the skull 
along the posterior line of incision back 
of the hair line. The entire thickness 
was removed and then split. This 
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transplant was placed immediately in 
apposition with the remaining external 
and internal portions of the roof of the 
orbit, external to the dura, which latter, 
therefore, remained between the trans- 
plant and the brain. A considerable 
amount of fluid was allowed to escape, 
leaving ample space for the manipula- 
tion. The clinical diagnosis was con- 
firmed by x-ray pictures which showed 
the defect in the roof of the orbit. 
M. H. Post. 


MacCallan, A. F. Diagnosis and 
treatment of inflammatory affections of 
the orbit. Trans. Ophth. Soc. United 
Kingdom, 1928, v. 48, p. 1. 

A comprehensive survey of the eti- 
ology of inflammatory infection of the 
orbit, with case reports and treatment, 
isgiven by the author. The differential 
diagnosis between cavernous sinus 
thrombosis and orbital cellulitis is dis- 
cussed. The former is usually bilateral, 
the inflammatory signs much more 
prominent, there is edema in the 
mastoid region, and fundus changes, 
including optic neuritis, papilledema, 
and venous engorgement of the retina, 
are present. Absence of fundus changes 
does not necessarily rule out sinus 
thrombosis. 

Infection of the face may be re- 
sponsible, and may consist of simple 
hordeolum or erysipelas. The infections 
of teeth and sinuses are responsible, ac- 
cording to the author, for about 83 
per cent of the cases, and he considers 
no case of orbital cellulitis completely 
examined without x-rays of teeth and 
sinuses as well as a detailed clinical 
examination. 

The first signs of a tuberculus menin- 
gitis may be orbital inflammation with 
tenonitis, fever, edema of the lids, and 
proptosis and immobility of the eye. 
Rupture of an acute dacryocystitis into 
the orbit is not infrequent, with result- 
ing infection of the orbit. Syphilis and 
tuberculosis may manifest: themselves 
in the form of gummata and tubercles 
which later break down and become 
secondarily infected. 

This paper opened a formal discus- 
sion of the subject. M. E. Marcove. 


14. EYELIDS AND LACRIMAL 
APPARATUS 

Candian, F. L. On Recklinghausen’s 
disease and its various aspects. A case 
of neurinoma and of neuroma racemo- 
sum of the upper eyelid. 
Ottal., 1929, v. 57, April-May, p. 363. 

The view has been generally accepted 
that Recklinghausen’s disease while 
manifesting itself by fibrous nodes in 
the skin is essentially a congenital 
malady of the nervous system. The 
case reported, which was the basis of 
the author’s observations, was that of 
a boy of seventeen. An elephantiasis of 
the left upper lid had been present since 
his early infancy. There was diffuse en- 
largement accentuated on left side until 
it formed a sort of sac extending over 
the temple; complete ptosis, the full- 
ness of the growth giving the feeling of 
a mass of angleworms. Vision not 
affected. The growth in removal was 
found to be of a grayish-red color. A 
variety of stains were employed dis- 
closing numerous inspissated and tortu- 
ous nerve fibers in a mass of connective 
tissue exceedingly rich in nuclei. 


Park Lewis. 


Dean, F. W. Stenosis of the lacrimal 
ducts. Arch. of Ophth., 1929, v. 2, 
Aug., pp. 164-168. 

An unusual method for opening the 
stenotic lacrimal duct is reported. An 
incision seven millimeters long is made 
into the lacrimal sac, starting just be- 
low the internal canthal ligament. The 
sac is washed out and is swabbed with 
two per cent silver nitrate. It is then 
packed with a wick wet with ten per 
cent cocaine and epinephrin. Probes 
from 2.5 to 4 millimeters are then passed 
through the duct into the nose. After- 
ward a 2.5 millimeter drainage tube is 
inserted and is allowed to remain in the 
duct. The duct is reopened every two 
to three days. Probes are passed and 
the tube reinserted. After about four 
to six visits cure has been affected and 
the wound is allowed to close. One 
hundred per cent of cures are reported. 


M. H. Post. 
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James, R. R. Note on concretions in 
the lacrimal canaliculi. Brit. Jour. 
Ophth., 1929, v. 13, Sept., p. 499. 

This is the case report of a young 
man with a concretion lodged in the 
upper canaliculus, the lower being per- 
fectly free. The fact that the conjunc- 
tiva and lower duct had received treat- 
ment without result indicates the need 
of careful attention to the upper 


canaliculus. D. F. Harbridge. 


Kreiker, A. Operation on blepharo- 
chalasis with sutures devised by Blas- 
kovics for formation of palpebral folds. 
Klin. M. f. Augenh., 1929, v. 83, Aug.- 
Sept., pp. 302-305. (3 ill.) 

A man aged thirty-two years was 
affected with blepharochalasis after re- 
lapsing edematous swellings of the lids. 
In conversation he was compelled to 
raise the eyebrows and the head as in 
ptosis. The following operation was 
performed: after a horizontal incision 
four or five millimeters below the eye- 
brow the whole skin of the lid was dis- 
sected to the lid border with knife and 
scissors, and the mushy tissue between 
skin and anterior surface of tarsus and 
fascia removed. Three loop sutures 
were inserted into the exposed levator, 

two or three millimeters above the con- 
_ vex border of the tarsus, without pierc- 
ing the posterior conjunctival side. The 
skin was reflected and stitched and all 
threads carried through a little lower, 
from one to two millimeters above the 
convex border of the tarsus, pulled taut 
and tied, and the wound closed. Thus 
the connecting apparatus between leva- 
tor and skin had been reestablished. 
The result, as a photograph after five 
months shows, was very good. 


C. Zimmermann. 


‘Margotta, Giuseppe. Primary mela- 
nosarcoma of the lacrimal sac. Ann. di 
Ottal, 1929, v. 57, April-May, p. 387. 

This exceedingly rare disease was 
found in a woman of 47. In the region 
of the left lacrimal sac was noted a 
tumefaction of the size of a hazelnut. 
It extended downward below the orbital 
border and over the nasal bone with 
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.these tumors. 


which it appeared to be in contact. The 
skin covering the growth seemed nor- 
mal and showed no evidence of inflam. 
mation. On palpation the tumor was 
elastic with an irregular bilobate sup- 
face, divided by a sagittal sulcus. The 
probe could not pass the lacrimal canal, 
On the bulbar conjunctiva at the semi- 
lunar fold was an elevation of the size 
of a pea, and dark in color. Under local 
anesthesia the growth was removed and 
the preoperative diagnosis of malig- 
nancy confirmed. A year later the left 
nasal fossa was occluded by a second 
growth which was also removed. The 
patient died a year later from a 
metastatic tumor elsewhere. 


The author takes occasion to discuss. 


the various questions as to the order of 
development, histopathological and 
clinical, the origin and the nature of the 
pigment in melanosarcoma. The mis- 
leading character of the symptoms em- 
phasizes the necessity of an early and 
correct diagnosis, as radical removal 
may prolong the life of the sufferer for 


Park Lewis. 


Zentmayer, William. Mixed tumor 


of the lacrimal gland. Trans. Amer. 


Ophth. Soc., 1928, v. 26, p. 82. 

The left upper lid had shown a swel- 
ling,.and for the past few months an 
increased proptosis, diplopia on looking 
up and gradual loss of vision, with at- 
tacks of complete blindness lasting a 
few seconds. This case had been 
treated with x-rays for eleven months 
without any appreciable change in the 
symptoms, after which an operation 
was performed ‘and an encapsulated 
growth removed. 

The pathologic examination showed 
that it was a mixed tumor similar in 
type to those found in the parotid and 
submaxillary glands, palate, neck, and 
elsewhere. This opinion was further 
supported by its exact resemblance to 
The growth was rela- 
tively benign. It had the same tend- 
ency to recur that parotid tumors have 
—twenty-five to thirty per cent—but 
metastasis was not to be expected. 

E. G. Lear. 
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NEWS ITEMS 


News items in this issue were received from Drs. W. Holbrook Lowell, Boston; Robert 
J. Masters, Indianapolis; James M. Patton, Omaha; G. Oram Ring, Philadelphia; Edward 
R. Ryan, Milwaukee; and Charles P. Small, Chicago. News items should reach Dr. Melville 
Black, Metropolitan building, Denver, by the twelfth of the month. 


Deaths 


Dr. John Jay Gardner, Montreal, aged sev- 
enty-two years, died August thirty-first. 

Dr. Dean Foster, Stamford, Connecticut, 
aged fifty-nine years, died September six- 
teenth, of heart disease. 

Dr. P. Somers Smyth, Boston, aged fifty- 
three years, died October twenty-eighth. Dr. 
Smyth was a former house officer at the 
Massachusetts Eye and Ear infirmary and 
later served for some time on the staff of 
that institution, until his health compelled 
him to resign. During the World War he 
went on duty again at the hospital, taking 


the place of men who had gone into the army. - 


Dr. Harold Gifford of Omaha died sud- 
denly at his home early in the morning of 
Thanksgiving, aged seventy-one years. 


Miscellaneous 


In the news items of our October issue, 
Lewis H. Carris, managing director of the 
National Society for the Prevention of Blind- 
ness, was quoted as saying in an address that 
nearly all blindness was “easily” preventable. 
Mr. Carris writes to say that the press re- 
lease from which the item was taken was in- 
correct in representing him as using the word 
“easily”; and in the interest of accuracy he 
asks that this correction be noted. 

The German “Archiv fiir Augenheilkunde,” 
founded by Herman Knapp during his Hei- 
delberg period, recently published its one- 
hundredth volume. 

Conferences were held throughout the 
counties of Maryland last summer for the 
examination of children to be admitted to 
school for the first time this fall. The con- 
ferences were sponsored by the state depart- 
ment of education, the parent-teacher asso- 
ciations, and the state department of health. 
The examining physicians noted the condi- 
tion of the heart, lungs, eyes, nose, throat, 
and teeth, and the weight and posture of the 
children. Of the 3,755 children examined, 
one-fourth were underweight. Bone changes 
were observed in 110; faulty posture in 252; 
unfavorable conditions of the lungs in 97; of 
the heart, 99; of eyes and ears, 56; and men- 
tal retardation in 17. Only half of them 
had been vaccinated. 

At the International Congress of Ophthal- 
mology, an International League Against 
Trachoma was formed. The representatives 
from the United States at this conference 
were Drs. F. Park Lewis, Buffalo; Walter 
R. Parker, Detroit; Charles Weiss, New 
York; and William H. Wilder, Chicago. An 
exhaustive report on the subject was made by 
Dr. Lutrario of Rome and Dr. Jitta of Am- 


sterdam. An international league against 
trachoma was formed and Professor de 
Grosz of Budapest was appointed president 
and Dr. Wibaut of Amsterdam secretary of 
this organization. It was proposed to at- 
tempt to enlist the aid of the health commit- 
tee of the League of Nations and that of the 
Rockefeller Foundation. Various ophthal- 
mological societies have been requested to 
send delegates to a conference to be held, 
probably in Geneva, in the spring of 1930. 

The University of Barcelona, Spain, has 
established a two years’ course in ophthal- 
mology, beginning in September of each year, 
with a maximum of ten students in each 
course. The stated subjects of the course 
include: anatomy on the cadaver, physio- 
logic and pathologic optics, details of dis- 
pensary technique, elements of special bac- 
teriology, operations on the cadaver, techni- 
que of the examination of refraction, special 
histopathology and biomicroscopy, clinic on 
external affections and ophthalmoscopy, op- 
erative sessions with commentary. At the 
end of the two years’ course each student will 
be required to present a special thesis; and 
diplomas will be issued (doctorate in ophthal- 
mology) showing the educational attain- 
ments of each student. 

The certificate of the American Board for 
Ophthalmic Examinations has now become 
a requirement for promotion at the Brook- 
lyn Eye and Ear hospital. The following 
members of the hospital staff applied for 
certificates of the Board on October 19, 
1929: Drs. W. B. Agan, M. Buonaguro, R. 
Cutino, W. B. Ebeling, E. K. Hallock, W. 
Moehle, W. Moore, and J. Walther. These 
men belong to a group who conducted a sys- 
tematic two years’ course of study in the mic- 
roscopic pathology of the eye, given at the 
Long Island college of medicine under the 
leadership of Dr. John N. Evans. In this 
group are also to be found the members of 
the Cilio-Retinal Club, who have met regu- 
larly once a week for almost five years. 

If your patients insist on telling you of 
people who have been completely cured by 
eye exercises, take comfort in the follow- 
ing (copied from the British Journal of 
Ophthalmology): In the diary of Abraham 
de la Pryme, the Yorkshire antiquary, in the 
year 1695, occurs the following note, “There 
was at Bramwith near Hatfield an old clerk 
that could scarce ever get a pair of spec- 
tacles that he could see with, his sight was 
either so vitiated or destroyed. At last an 
old wife tells him a way how he might see 
without spectacles—to get a prayer book 
printed upon yellow paper. At last he got 
such a one, and though it was but a small 
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print, yet I observed that (he) saw and read 
with as much ease as if it had been ever so 


bigg.” 
American Academy of and 
Otolarynogology: The officers of the Aca- 


demy for the coming year are: president, Dr. 
W. H. Wilder, Chicago; president-elect, Dr. 
John F. Barnhill, Miami Beach, Florida; first 
vice-president, Dr. F. R. Spencer, Boulder, 
Colorado; second vice-president, Dr. Fred A. 
Kiehle, Portland, Oregon; third vice-presi- 
dent, Dr. Robert Sonnenschein, Chicago; exe- 
cutive secretary, Dr. W. P. Wherry, Omaha; 
secretary for ophthalmology, Dr. William 
L. Benedict, Rochester, Minnesota; secretary 
for otolaryngology, Dr. John Myers, Kansas 
City, Missouri; secretary for instruction, Dr. 
Harry S. Gradle, Chicago; treasurer, Dr. S. 
H. Large, Cleveland; members of council, 
Drs. John J. Shea (Memphis), Fred Stauf- 
fer (Salt Lake), J. L. McCool (San Fran- 
cisco), and John M. Wheeler (New York); 
member of American Board for Ophthalmic 
Examinations, Dr. Sylvester J. Beach, Port- 
land, Maine. With regard to the editing of 
the Transactions, a temporary arrangement 
will be made pending the selection of a suc- 
cessor to Dr. Clarence Loeb, resigned. Fuller 
report of the proceedings of the Academy at 
its annual meeting is unavoidably postponed 
until our January issue, on account of the 
absence of Dr. Wherry at the time of mak- 
ing up the present issue. 


Societies 


The Central Wisconsin Eye, Ear, Nose, 
and Throat Society held its meeting at the 
Mayo Clinic, on September twenty-seventh. 


The Chicago Ophthalmological Society 
and the Chicago Laryngological and Oto- 
logical Society gave a dinner to the visiting 
members of the American College of Sur- 
os, October sixteenth, at the Stevens Ho- 
tel. 


The Medical Club of Philadelphia at its 
October meeting gave a dinner and recep- 
tion in honor o oe tet Ernst Fuchs of 
Vienna. The Chicago Ophthalmological So- 
ciety gave a luncheon in honor of Professor 
Fuchs, at the University Club, on October 
twenty-ninth. 


The annual meeting of the Academy of 
Ophthalmology of Indiana will take place at 
the French Lick Springs Hotel, December 
12 and 13, Dr. A. E. Bulson presiding. The 
sae of honor will be Dr. E. C. Ellett of 

emphis. 

At the October meeting of the section on 
ophthalmology of the College of Physicians 
of Philadelphia, Dr. Arthur Bedell of Albany, 
New York, exhibited a series of beautiful 
fundus photographs taken by the method of 
Professor Nordensen. Dr. Joseph V. Klauder 
of the duate school of the University of 
Pennsylvania read an interesting communi- 
cation upon “The clinic for the treatment of 
ocular syphilis at Wills hospital.” 

The Oxford Ophthalmological Congress 
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will be held in 1930 on July tenth, eleventh, 
and twelfth. 

On November 11 and 13, at the Hote} 
Chase, Saint Louis, the National Society for 
the Prevention of Blindness held an Annual 
Conference in cooperation with the Missourj 
State Board of Health, the State Bureaus of 
Mines, of Labor, and of Industrial Inspec- 
tion, the Missouri Commission and Associa- 
tion for the Blind, the Saint Louis public 
schools, the American Legion, the Ophthal- 
mic Section of the Saint Louis Medical So- 
ciety, the Missouri Social Hygienit Associa- 
tion, and sight-saving class supervisors and 
teachers. The following ophthalmologists 

rticipated in the discussion: Professor 

rnst Fuchs, Vienna; Drs. Daniel M. Velez, 
of Mexico City; Edward H. Cary of Dallas, 
C. S. O’Brien of Iowa City, and Drs. John 
Green, William Luedde, Charles Weiss, and 
Meyer Wiener of Saint Louis. 

The International Association for the Pre- 
‘vention of Blindness was formed at the Hague 
on September fourteenth, the day following 
the International Congress. Representa- 
tives from twenty-five countries were in at- 
tendance. Professor Felix de Lapersonne 
was chairman of the conference and was 
elected president; Dr. F. Park Lewis, Buffalo, 
was elected vice-president; Dr. F. Humbert, 
chief of the health section of the League of 
Red Cross Societies, was elected secretary- 
general; and Dr. M. R. Demachy was elected 
treasurer. The executive committee was to 
be composed of Professors J. Van der Hoeve, 
Holland; Axenfeld, Germany; FE. von 
Grosz, Hungary; J. Szymanski, Poland; A. 
Trantas, Greece; Maggiore, Italy; Drs. B. 
Cridland of Great Britain, and Shinobu Ishi- 
wara of Japan; and one representative of 
South America, and one of Mexico or Cen- 
tral America. Also present at the meeting 
were: Drs. Conrad Berens and Olga Sitchev- 
ska, New York; William H. Wilder and 
George F. Suker, Chicago; and Charles 
Weiss, Saint Louis. 


Personals 


Dr. Hallard Beard of Chicago was mar- 
ried on October nineteenth to Miss Irene 
Turner. 

Dr. Casey Wood has just published his 
translation of “De Oculis” by Benevenutus 
Grassus of Jerusalem, published in 1474. 

Dr. C. S. O’Brien, department of ophthal- 
mology, University of Iowa, has recently re- 
turned from an extended visit to the Euro 
pean medical centers. 

Dr. Lucien H. Lanier, Texarkana, will ad- 
dress the Bowie and Miller county medical 
societies of Texas, December twentieth, on 
“Prevention of defective vision.” 

Dr. Cyril F. Lauer, Pittsburgh, addressed 
the Allegheny County Medical Society, Oc- 
tober fifteenth, on “Educational, economic, 
and social aspects of eye muscle defects.” 

Dr. Harry Friedenwald has been appointed 
emeritus ower of ophthalmology and Dr. 
Harvey Fleck associate professor of 
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ophthalmology in the University of Mary- 
land school of medicine, Baltimore. 

Dr. Meyer Wiener, Saint Louis, Missouri, 
addressed the Milwaukee Oto-Ophthalmic 
Society at its regular meeting on October 
twenty-sixth, on “Some points in the tech- 
nique of ophthalmic surgery,” with lantern 
slide demonstration. 

Dr. Charles P. Small, of Chicago, was the 
guest of the Pennsylvania state medical so- 
ciety at its annual meeting in Erie, in Oc- 
tober. He read a paper on “The routine ex- 
amination of the - in its bearing on pres- 

At the annual meeting of the Wills Hos- 
pital Society, at the Bellevue-Stratford 
Hotel, Philadelphia, on October twenty- 
fifth, Dr. Edward Jackson was elected presi- 
dent, Dr. Emory Hill, vice-president, and Dr, 
Warren Reese, secretary. Mr. Wierzbicki, 
superintendent of the hospital, was elected an 
honorary member. He spoke with regard to 
plans for a new hospital building. The sub- 


ject of celebratirig the centennial of the 


building of the hospital, two or three 
years from now, was discussed, and both mat- 
ters were referred to a committee. The Wills 
Hospital Society is composed of past and 
present hospital surgeons and residents. 

The second annual series of medical lec- 
tures under the Colver lectureship, College of 
Medical Evangelists, Los Angeles, was given 
November 5 to 7 by Dr. Joseph A. Stucky 
of Lexington, Kentucky, on (1) “Our con- 
temporary ancestors”, (2) “The salvaging of 
these 100 per cent Americans”, and 
“Present conditions and the future outlook”. 

The president-elect of the British Medical 
Association this year is Dr. William Harvey 
Smith, professor of ophthalmology at the 
University of Manitoba. The British Medi- 
cal Association will hold its annual meeting 
next year in Winnipeg. 

Dr. John O. McReynolds was a delegate 
to the Amsterdam congress from the ophthal- 
mological association of Mexico and from 
the Texas Eye, Ear, Nose, and Throat So- 
ciety. 


American Board for Ophthalmic Examinations 


July Meeting: The American Board for 


Ophthalmic Examinations held its twenty-. 


ninth examination at the Doernbecher Mem- 
orial hospital, Portland, Oregon, Monday, 
July 8, 1929. Excellent facilities and ample 
material for conducting the examination were 
provided, arrangements having been made by 
Dr. Joseph L. McCool, with the cooperation 
of Miss Grace Phelps, superintendent of the 
Doernbecher hospital. 

Drs. Patton and Crisp, members of the 
Board, were present and conducted the ex- 
amination. They were assisted by: Clinton 
T. Cook, W. C. Finnoff, E. L. Goar, Edward 
Jackson, W. Johnston, Walter Lancaster, W. 
I. Lillie, Joseph McCool, D. D. McHenry, D. 
H. O’Rourke, C. W. Rutherford, Carroll 
Smith, C. M. Swab, G. W. Swift, C. A. Vea- 
sey, C. B. Walker, and John E. Weeks. 

The practical examination was held in the 
morning and the written in the afternoon. 
Eighteen candidates presented themselves 
for this examination. 

October Meeting: On account of the 
large number of candidates applying, the 
Board was obliged to hold two examinations 
at the time of the meeting of the American 
Academy of Ophthalmology and Otolaryn- 
gology. 

The first of these, the Board’s thirtieth 
examination, was held at the Vanderbilt clinic, 
New York City, Saturday, October 19, 1929. 
The following members of the Board were 
present and conducted the examination of 
thirty-four candidates: Dr. C. Ellett, 
president; Dr. William H. Wilder, secretary- 
treasurer; and Drs. F. P. Calhoun, Allen 
Greenwood, and John M. Wheeler. 

The examination was in charge of Dr. Al- 
len Greenwood, chairman of the committee 
on examinations. Arrangements had been 
made by Dr. John M. Wheeler, and through 


the kind cooperation of Mr. Duff Maynard, 
superintendent of the Vanderbilt clinic, in 
providing convenient equipment and ample 
clinical material, the examination was con- 
ducted expeditiously. The examiners in the 
various subjects were as follows: External 

diseases: Drs. J. H. Dunnington and E. C. 

Ellett; Ophthalmoscopy: Drs. F. P. Calhoun 

and A. B. Reese; Anatomy and pathology: 

Drs. D. B. Kirby and Bernard Samuels; Re- 

fraction: Drs. S. J. Beach and J. M. Wheel- 

er; Muscles: Drs. Conrad Berens and W. L. 

Hughes; Perimetry: Dr. John N. Evans; 

General diseases and therapeutics: Drs. T. 

H. Johnson and W. H. Wilder. 

The written examination was held in the 
afternoon, when the following questions were 
presented: . 

1. a. Give anatomy and embryology of the 
iris, 

b. Trace the nerve fibers from the upper 
half of the retina to their termination 
in the brain. 

2. a. How treat a patient with four diop- 
ters of hypermetropia, five degrees of 
esophoria and three degrees of right 
hyperphoria. 

b. Transpose the following: 

— 1.00 sph. + 3.00 cyl. ax. 112°. 
+ 2.00 sph. — 2.50 cyl. ax. 10°. 

3. Describe the fundus picture of thrombo- 
sis of the central vein. Give treatment. 
What complication may follow and how 
treated? 

4. Give picture of acute primary glaucoma 
and your treatment for the same. 
Describe ocular signs which may occur 
in early and late acquired lues. 

The Board held its thirty-first examination 
at the Wills hospital, Philadelphia, Monday, 
October 21, 1929, when thirty candidates pre- 
sented themselves. 
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The following members of the Board were 

resent: Dr. E. C. Ellett, president; Dr. Wil- 
fam H. Wilder, secretary-treasurer; and Drs. 
F. P: Calhoun, W. H. Crisp, Allen Green- 
wood, James M. Patton, and John M. Wheel- 
er. 

Arrangements for the examination had been 
made by Dr. Alfred Cowan, and Mr. Stephen 
Wierzbicki, superintendent of the Wills hos- 
pital, gave valuable assistance in providing 
good facilities and ample material. 

The following assisted the members of the 
Board in examining the candidates: L. F. Ap- 
pleman, S. J. Beach, W. L. Benedict, Conrad 
Berens, Frank T. Burch, Alfred Cowan, W. 
T. Davis, J. H. Dunnington, J. M. Griscom, 
Harvey J. Howard, Edward Jackson, W. I. 
Lillie, Joseph L. McCool, W. S. Reese, C. W. 
Rutherford, Hunter W. Scarlett, James M. 


Shields, Frederick F. Teal, Webb W. Weeks, 


and William Zentmayer. 

The practical examination in the usual sub- 
jects was held in the morning, and the writ- 
ten at the Post-Graduate hospital in the aft- 
ernoon of the same day. 

The Board held its usual executive session 
that evening at the Traymore hotel, Atlan- 
tic City, and granted its certificate to the fol- 
lowing physicians: 

Adler, Francis H., Philadelphia, Pennsyl- 
vania. 

Agan, William Byron, Brooklyn. 

Bane, William C., Denver. 

Beil, John W., Kansas City, Missouri. 

Borgeson, Egbert J., Minneapolis. 

Botham, Louis, Chicago. 

Boyce, William A., Los Angeles. 

Bray, E. R., Saint Paul, Minnesota. 

Bruce, Gordon M., New York City. 

Bruére, Gustav E., Portland, Oregon. 

Buonaguro, Michael J., Brooklyn. 

Cady, Donald W., Pasadena, California. 

Carter, L. F., Detroit. ; 

Clay, Grady E., Atlanta, Georgia. 

Cogan, Edith I., Peabody, Massachusetts. 

Crawford, J. William, San Francisco. 

Cunningham, H. L., Cape Girardeau, Mis- 
souri. 

Cutino, Rudolph M., Brooklyn. 

Dyer, Clyde P., Saint Louis. 

Ebeling, William B., Brooklyn. 

Feldman, Louis A., Brooklyn. 

Fewell, Alexander G., Philadelphia. 

Gissy, Carl J., Saint Louis. 

Gough, Roy H., Fort Worth, Texas. 

Gouterman, Joseph I., Philadelphia. 

Hallock, Earle K., Brooklyn. 

Jacobs, Max W., Saint Louis. 
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Keller, Joseph M., Saint Louis. 

Kelly, Aquin S., New York City. 

King, George, Jr., Alliance, Ohio. 

Lachman, George S., San Francisco. 

Lillie, W. I., Mayo Clinic, Rochester, Min- 
nesota. 

Mann, Benjamin H., Philadelphia. 

McCoy, Leslie L., Seattle. 

Mensher, Ira W., Brooklyn. ; 

Minton, William H., Saint Joseph, Mis- 
souri. 

Moehle, Walter, Brooklyn. 

Moore, Walter V., Brooklyn. 

Neulen, E. Nelson, Portland, Oregon. 

Norton, Arthur H., Eugene, Oregon. 

Nova, Jules M., Brooklyn. 

Nugent, Oscar B., Chicago. 

Olmstead, William D., Atlantic City, New 
Jersey. 

Orcutt, Dwight C., Chicago. 

Pinkerton, F. J., Honolulu. 

Place, E. Clifford, Brooklyn. 

Post, Winfred B., Carthage, Missouri. 

Reid, Horace W., Cincinnati. 

Rucker, Charles W., Minneapolis. 

Ryan, Edward R., Milwaukee. 

Scott, Clive D., Louisiana, Missouri. 

Simpson, George V., Washington, D.C. 

Sturcke, Herman, Brooklyn. 

Taylor, Edgar M., Portland, Oregon. 

Terry, Theodore L., Boston. 

Tradelius, Paul, Brooklyn. 

Underwood, H. L., Portland, Oregon. 

Waite, John H., Boston. 

Walther, W., Brooklyn. 

Webster, Franklin R., Syracuse, New York. 

Weymann, Morie F., Los Angeles. 

Wiley, Jason L., Philadelphia. 
Williams, Carl, Philadelphia. 


Dr. Luther C. Peter has. been elected rep- ‘ 


resentative of the American Ophthalmologi- 
cal Society on the Board; Dr. John Green 
has been elected representative of the sec- 
tion on ophthalmology of the American Medi- 
cal Association; and Dr. Sylvester Judd 
Beach has been elected representative of the 
American’ Academy of Ophthalmology and 
Otolaryngology; the term of each of these 

new members beginning January 1, 1930. 
The Board will hold an examinaiion in De- 
troit at the time of the meeting of the Ameri- 
can Medical Association, June, 1930, and an- 
other in Chicago in October, 1930, at the time 
of the meeting of the American Academy of 

Ophthalmology and Otolaryngology. 
H.. Wiper, Secretary 
122 South Michigan boulevard, Chicago 
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settling time, (1011). 
and see retina. 

Bone formation in glaucoma cup, (246). 

Books— 

Adams, Dorothy. Dark adaptation, 850. 
Alt, Rudolph. Wege zur Bestimmung des 
Scheitelbrechwerts von Brillenglasern, 


American Academy of Ophthalmology and 
Otolaryngology, 419 

American Medical Association, section on 
ophthalmology, 232. 
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American Ophthalmological Society, 1928, 
515. 


Argafiaraz, Raul. Oftalmologia para medi- 
cos practicos y estudiantes, 766 

Aubaret, E. Etiologie et traitement des 
blépharites, 604. 

Bailliart, D. P. The retinal circulation in 
the normal and pathological state, 52. 

Ball, J. M. The sack-’em-up men, 143. 

Bedell, A. J. Photographs of the fundus 
oculi, 142. 

Bednarki, A. Historya okulistiki w Polsce 
w wieku XIII-XVIII, 518. 

Bulletins et Mémoires de la Société Fran- 
caise d’Ophtalmologie, 232. 

Chamberlain, W. P. Twenty-five years of 
American medical activity on the Isth- 
mus of Panama, 1904-1929, 849. 

College of Physicians of Philadelphia, 1928 
transactions, 766. 

Courtis, Baudilio. Tuberculosis experimen- 
tal, 521. 

Denison, Abby-Helen. A textbook of eye, 
ear, nose, and throat nursing, 519. 

Deutsche ophthalmologische Gesellschaft, 
1928, 516. 


- Duke-Elder, W. S. The practice of re- 


fraction, 420. 

Fox, L. W. Report of eye clinics, hospital 
etc., University of Pennsylvania, 1928- 
1929, 927. 

Friedenwald, J. S. The pathology of the 
eye, 1007. 

Ophthalmic hospital, Madras, 


2. 

Hamburger, Carl. Selbstheilung hoffnungs- 
loser Krankheiten, 323. 

Hillebrand, Franz. Lehre von den Gesichts- 
empfindungen, 422. 

Journal of the Egyptian Medical Associa- 
tion, historical number, 421. 

Knighton, W. S. Outline of refraction with 
the retinoscope and cycloplegia, 520 

Koenig, A. Physiologische Optik, 519. 

Kumer; Leo. Die Radiumbehandlung in 
der Augenheilkunde, 926. 

Lewis, F. Park. What everyone should 
know about eyes, 322. 

Lopez-Lacarrére, J. Libro-atlas de bio- 
microscopia de la cornea, illuminada con 
la lampara de doble hendidura, 767. 

Lythgoe, R. J., and Tansley, K. The adap- 
tation of the eye; its relation to the criti- 
cal frequency of flicker, 769. 

Mylius, K. Funktionelle Veranderungen 
am Gefassystem der Netzhaut, 321. 
National Society for the Prevention of 

Blindness, 
Pagechs, H. The etiology of trachoma, 
Pa Society of Egypt, 1928, 


Ophthalmological Society of the United 
Kingdom, transactions 1928, 321. 

Pacific Coast Oto-ophthalmological So- 
ciety, 143. 

Peckham, R. M. The modern treatment 


Beplanation: Numbers in heavy type refer to original articles; parenthetic numbers to abstracts 


of binocular imbalances with the geno- 
thalmic kratometer, 234. 

Pflugk, Albert. Farbige, insbesondere 
grune Glaser als Augenschutz, ein 
Riickblick und Ausblick, 604. 

Pines, N. Sclerosis of retinal vessels, 688. 

Practical Medicine Series, the Eye, Ear, 
Nose, and Throat, 230. 

— Health Service of the United States, 


Quarterly Cumulative Index Medicus, 51. 

Rutherford, C. W. The eye, 229. 

Saggi di Oftalmologia, 1928, 517. 

Saint Martin, de. L’extraction totale de la 
cataracte, 689. 

Société Belge d’Ophtalmologie, 1928, 515. 

Steindorff, Kurt. Die Behandlung der 
Augenkrankheiten in der Allgemein- 
praxis, 53. 

or E. S. Your eyes and their care, 


Urbanek, Josef. Die Bedeutung der Tuber- 
kulose fiir die entziindlichen Erkran- 
kungen des Uvealtractus; Diagnosenstel- 


lung und Behandlung, 848. 


Wilbrand, Hermann. Der Faserverlauf 
durch das Chiasma und die intrakraniel- 


len Sehnerven, 1008. 


Wright, R. E. Madras Government Oph- 


thalmic Hospital, 1928 report, 768. 

Botulism, 949. 
Brain tumor, 496. 

without choked disc, (167). 

fundus examination (352). 

papilledema and, (353 

penetrating orbit, (939). 
Brightness discrimination test, 758. 
Brooklyn Ophthalmological Society, 311. 
Briicke’s muscle, (61), (330). 
Buphthalmos, 42 
Burns, (624). 

mustard gas, 43. 

plastic work in, (941). 


transplantation of mucous membrane, (78). 


Calcium deposit, (1026). 


Calcium therapy, phlyctenular conjunctivitis 
20). 


from, (10. 
Caligari, trachoma in (450). 
Canaliculus, concretion in, 595. 
leptothrix infection of, 215. 
Cancer, radiation therapy, (621). 
Cancroid, papilloma or, (358). 
Canthoplasty, (72). 
Canthotomy, (939). 
Capsulotomy, double posterior, (243). 
Carcinoma, of eg | body, (788). 
of cornea, (75), 
of lid, 311. 
of limbus, (75). 
metastatic, or macular degeneration, 916. 
of orbit, (73). 
Carmichael hospitals, (259). 
Carotid aneurism, (616). 
with no exophthalmos, (617). 
traumatic, (168 
Caruncle, epiphora related to, (619). 


(156), 
, 138, 
150), 
9. 
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Cataract, bilateral, after thyroidectomy, 122. 
black, (1029). . 
blood chemistry in, (62). 
blood pressure and, (435). 
blood sugar in, (863). 
congenital, 125, (165), 680, (1028). 
and curly hair, ( 
encephalocele ‘and, (782). 
needling, 
and neurovegetative system, (436). 
shrinkage in, 218. 

copper, 313, (623). 

developmental, (1029). 

in epileptics, (780). 

extraction, (348). 
adrenalin mydriasis i (535). 
akinesia, (435), (703 
antiquity of, 752. 
canthotomy in, (862). 

with enophthalmic eye, (863). 

in capsule, 911. 
capsulotomy, double posterior, (243). 
choroidal hemorrhage after, (243). 
complications, following, 310, (400), 569, 


600. 
conjunctival bridge in, (63), 106, 133. 
conjunctival treatment before, (780). 
corneal suture in, (783), (165). 
in diabetics, (243). 
with double keratome, (435). 
forst; bodies in anterior chamber after, 
hemorrhage after, 493. 
hypopyon ulcer after, 682. 
important phases, etc., 727. 
incipient, treatment of, 665. 
instruments for, 120. 
intracapsular, without iridectomy, 90. 
Smith’s, (782), (863). 
Stanculeanu-Toérék, (702), (781), 


Kalt’s capsule s, (165). 
lance knife for, ( 436). 
lens protein tests before, 20. 
mental disturbances after, (242). 
in myotonic dystrophy, (535). 
“open” treatment, (435), (436). 
scleral suture in, 679 
senile, 912. 
sympathetic ophthalmia after, (702). 
total, (243), 689. 
after trephining, 493. 
vitreous hernia after, 826. 
with large vitreous loss, 41. 
vomiting after, (862). 
familial, and myopathy, (703). 
ring-shaped, 165). 
glassblower’s, (348), (942). 
with heterochromia and cyclitis, 547. 
improved by diabetes, 828. 
juvenile, amyotonia with, (610). 
hyaloid remains cause of, 
naphthalin, (63). 
uliar type, 666. 
in rats, young, (536). 
remains, significance, (782). 
roentgen ray, (446). 


senile, blood studies, (1029). 
pathogenesis of, (537). 
with secondary glaucoma and dislocation, 


shrunken, i in adolescents, (165). 
sugar tolerance and hypertension in, (862), 
tetany, (781 
theory, (347). 
traumatic, 592. 
unusual cases, 825. 
viewing one’s own, (780). 
in welder, (623). 
wound infected, 32. 
Caterpillar hair ophthalmitis, (430). 
Cavernous sinus thrombophlebitis, (248), 
Cerebral hemangioma, 670. 
Cerebrospinal fluid, eee 
Chalcosis, (76), (254). 
Chaulmoogra oil in trachoma, (428), (696), 
Chemotherapy of tuberculosis, 140. 
Chiasm, course of fibers through, 1008, 
nonhypophyseal ological (615). 36, 128 
thalmologica iety, 
495, 596, 754, 835, 99 
Chitdheod, reading in, 605. 
China, history of ee (260). 
trachoma in, (855). 
Chiwa, trachoma in, (528). 
Chloroma of orbit, (252). 
Choked disc, see optic disc 
Cholesteremia, corneal edema with, (1019). 
Cholesterin in anterior chamber, 671 
with interstitial keratitis, 


). 
juxtapapillary, (162), 400 
traumatic, 591. 
tuberculous, (240). 

Choroid, adenocarcinoma, metastatic, (252). 
atrophy, senile and myopic, (344 
congenital absence, 993. 
diseases, unsolved problems, 748. 
foreign body in, 222 
fundus pictures, 584. 
hemorrhage, after cataract operation, (243). 
leucosarcoma, flat, (252). 
melanoma, 
melanosarcoma, (358), 399, (940). 
rupture, 131, 

— (76), (251), (359), (441), 644, 


enucleation or exenteration? (622). 
metastasis, 490, 681. 
tuberculosis, (80), (345), 492 
tumors, early diagnosis, (788). 
and hypertension, (621). 
and see tumors. 
Choroiditis, central, 584, 680. 
sympathetic, from bacillus subtilis, (1025). 
Tay’s, 752 
tuberculous, 675. 
Cilia, in anterior chamber, 910. 
after electrolysis, (72). 
of roots of, 373. 
Ciliary arteries, (706). 
Ciliary body, cyst of, (62 
metastatic carcinoma, 88). 
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sarcoma, (788). 
ring, (74). 
crushing and extirpation of 


of sympathetic ganglion, 


Ciliary muscle, (54). 
Ciliary nerves, (706). 
intrascleral loops, (60). 
Cinema workers, light and, (945). 
Coats’s disease, 453, (1031). 
senile form, 219. 
Cocaine, solid, anesthesia with, (851). 
substitutes for, (326). 

Coley’s fluid for sarcoma, 17. 

College of Physicians of Philadelphia, sec- 
tion on ophthalmology, 215, 402, 502, 586, 
675, 910, 913. 

transactions, 1928, 766. 
Coloboma, of eyelid, 959. 
of lens, 126, 
of macula, (1031). 
of optic nerve, (936). 
Colon bacillus in conjunctiva, 582. 
Color, blindness, congenital, (326). 
fields, diagnostic scale for, 269 
inversion in cardiospasm, (330). 
sense, heredity of disturbances of, (330). 
theory of Ostwald, (328). 
vision, see physiologic optics. 

Colorado, blindness in, 965. 

Colorado Congress of Ophthalmology and 
Otolaryngology and summer graduate 
course, 451, 469, 

Colorado Ophthalmological Society, 130, 305, 
499, 591, 840, 915. 

Compensation, (629). 

Cones and rods, visual act of, (1032). 

Congenital abnormality of fundus, 218. 

Conjunctiva, (58), (156), GS), (427), (526), 
(696), (774), (855), (1018 

bilharziasis, (80). 

colon bacillus, 582. 

cyst, 43. 

edema with rhinorrhea, 215. 

hairs in, 132. 

hemorrhage in new-born, (528). 

injury, mercury iodide, 

lymphangioma, 593. 

melanosarcoma, (75). 

mycoses, (428). 

nevocarcinoma, (75), (338). 

nevus, white, 24, (941). 

papillocarcinoma, basal-cell, at limbus, 484. 

pemphigus, 495. 

petechia in endocarditis lenta, (774). 

pigment of, in tadpole, (337). 

plasmoma, ‘731, 

rhinosporidium Kinealyi, (58). 

tuberculosis, (i018). 

under varying conditions, (338). 

xerosis infection, (775). 
woe’ bridge in cataract operations, 

Conjunctivitis, i019). 

actinic, (339). 
anaphylactic, in asthma, (697). 


bacteriology, 475. 
chronic, 43, 
follicular, 680. 
gonococcal, in socket, (1018). 
malignant hyperplastic, (427). 
petrificans, (337). 
from calcium therapy, (1020). 
rom prothesis, 674. 
staphylococcus aureus, (338). 
targesine in, (526) 
vernal, 127 
treatment, lactic acid, (856). 
radium, (337). 
Conjunctivoplasty, Denig’s, modification of, 


for prothesis, (170). 
Contact Tenses, 130, 187, 223, 494, (693), 835. 
history, (629). 
mold, (852). 
Conus, ‘inverted temporal, (937). 
Convergence rae” (333). 
Copper, in eye, 
and see cataract. 
Corectopia, 410, (859). 
Cornea and sclera, (60), (157), (339), (428), 
i019}. (606), (698), (775), (857), (929), 


Cornea, affections, surgery, (698). 
bands, clear, (161). 
biomicroscopy with two slits, (691). 
blood staining, 219, 757. 
bulla, complicating orbital abscess, 746. 
carcinoma, 508. 
chemical staining, (776). 
(1019). 
conical, (1021). 
contact glass, 130, 187, 223, 494, 835. 
of endocrine o rigin, (1021 ) 
etiology of, (343), (607), X20). 
curvature of, in fetus, (0), (340). 
degeneration, blue, (1020 
lattice-shaped, (858). 
deposits, blue, 313. 
crystalline, 313. 
dermoid, (250), 959. 
detachment of Descemet’ s, (1023). 
development, 469. 
dimples (“Dellen”), 877. 
discaness ultraviolet light treatment, (606), 


). 
dystrophy, adipose, (530). 
epithelial, 
familial, (777). 
ectasia, ‘experimental, (342). 
edema, with hypercholesteremia, (1019). 
embryotoxon, 
epithelium, striate disease of, (530). 
erythema nodosum, (342). 
familial degeneration, (158). 
filiform keratitis, (158). 
endocrine periarthritis and, (159). 
foreign bodies in, (60). 
galvanocautery, stimulation of vascular pro- 
liferation by, (607) 
hematoma, (1019). 
infiltrate, disciform, 840. 
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intracorneal injections, technique and indi- Cyclopic eye in cat, (169). 
dications, (159). Cycloplegia, from dental infection, 132, E 
Krukenberg’s spindles, (699), (776), postcycloplegic test, 298. : 
(1020). Cylinder skiascopy, 590, (694). L 
laceration with iris prolapse, 315. and cross cylinders, 684. I 
leucomatous, Cyst, ciliary body, (623). : 
melanoma, 754. conjunctiva, 43. - 
necrosis after gas explosion, 303. forehead and orbit, 28. . 
nerve fibers and grill-like keratitis, (857). (implantation) in anterior chamber, 43, s 
nerves, leprosy of, (5 530). iris, 400, (433), 583, (939). 2 
opacity, band-shaped, (607). Krause’s gland, 836. 7 
clearing, (160). lacrimal gland, 840. . 
diffuse, 312. orbit, (448). De 
nodular, (1021). from nasal mucosa, (70). De 
physics of, 286. sclera, (799). De 
pannus from hellebore, (58). Cysticercus, aspergillus simulating, (447), De 
photography, (698). intraocular, migration into anterior cham- 
pigment cells, a Cbs (930). ber, (255). : 
pigmentation, (428), (1020). of orbit, (785), (942). f 
peripheral, with lenticular degeneration, subretinal, radium treatment, (256). De 
871. and see trichinosis. : 
production of antibodies (341). Czermak-Hippel disease of retina, (65). 
pulsation, (930). Dacryoadenitis, acute, (249). De 
scars, do they move?, 223. tuberculous, 818. . 
Schwalbe, marginal ring of, (606). Dacryocystitis, (249). De 
sclerokeratitis, progressive, (607). diagnosis and treatment, 1. ‘ 
section from outside, (692). . heroic treatment, (699). De 
sensibility in congenital ptosis, (858). Toti-Mosher operation, 409. Di 
staphyloma, partial, (160). Dacryocystorhinostomy, (249), (249), (870), , 
strength of, (606). (938). 
tattooed, with gold chloride, (339), (431), endonasal lamp for, (356). 
Halle-West operation, 1. Dj 
with siothoatin chloride, (157), (857). with posterior flap, (356). Di 
with silver nitrate, (857). Dacryoethmoiditis, (441). 
trephine and suction instrument, 101. Dark adaptation, see adaptation. Di 
tuberculosis, (340), (1021), (1024). Deaths— Dj 
experimental, (429), (1023). Anderson, Hugh, 85. Di 
tumors, (75), (250), (754). Badal, Jules, 450, 630. Di 
ulcers, hypopyon, (60), (859). Bailey, T. Ligget, 708. ; 
from injury, 31 ‘ Ball, James Moores, 450. | 
insulin therapy, (699). Behan, Joseph Leo, 261. D 
from mustard gas, 313. Boyd, F. D., 450. Di 
serpiginous, (341), (607). Brawley, Robert Vance, 450. 
age and season in, (161). Breitenbach, Oscar C., 946. D 
antiseptics and  galvanocautery _ in, Cayce, Eldrea B., 261. D 
(157). Cirincione, Giuseppe, 630. | 
regression of, after perforation, (157). Cirincione, Speciale, 359. D 
rodent, (608), (699). Deady, Charles, 630. D 
spreading, (343). Ellegood, Joshua A., 791. 
xanthoma, (929). Ewing, Arthur Eugene, 171. D 
zona ophthalmica, (859). Fellows, C. Gurnee, 261. . | 
and see keratitis. Fenton, Thomas H., 450. D 
Corodenin, against ultraviolet rays, (445). Foster, Dean, 1039. D 
Correspondence, 53, 234, 423, 521, 605, 689, — Frey, Clarence L., 544. D 
928. Gardner, John Jay, 1039, D 
Cosmetics, (76). Goldnamer, William W., 708. D 
Creatin, (62). Hale, Albert Barlow, 630. D 
Cross cylinders, cylinder skiascopy and, 684. Hamlin, Francis Allan, 450. 
Hemsath, John, 450. 
principles applied in use of, 897. Henderson, Edward Erskine, 945 
technique, 903. Hood, Thomas C., 171. we ee E 
Crystalline lens, (62), (164), (242), (347), Howe, Lucien, 84. E 
(435), (535), (610), (702), (780), (862), essaman, Leon A., 791. : 
(934), (1028). ocqs, Remy, 630. E 
and see lens. Kries, Johannes, 261. E 
Cyclodialysis, (861). McKnight, William Clark, 870. 
and subscleral iridencleisis, (779). McMurtry, W. C., 171, 
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Pineo, Willard, 84. 
Posey, W. L., 
Rindlaub, Martin, Jr., 
Russell, Edwin L., 
Sattler, Hubert, 171. 
Sears, William H., 791. 
Shepard, George r 84. 
Smyth, P. Somers, 1039. 
Taylor, Lewis H., 171. 
Truc, H., 
Wahifors, K. R,, 630. 
Demodex, acarus, 373. 
Dendritic keratitis, see keratitis. 
Dengue, (257), (624), (625), (708), (708). 
Denig’ membrane graft i in trachoma, 
(1 
after burns of the eyeball, (941). 
for treatment of —— (1020). 
Dental, disease, (447), 508. 
infection, cycloplegia from, 132. 
inferior oblique paralysis from, 403. 
and ocular disease, (257). 
Depth perception, 108, (260). 
monocular, (426), (1012). 
Dermoid, of cornea in guinea pig, (250). 
multiple, (788). 
Descemetocele, persisting, (859). 
Diabetes, 569. 
cataract, improved by, 828. 
cataract operation in, (243). 
retinal lipemia in, 980. 
Diabetic retinitis, 507. 
Diagnosis, general methods of, (148), (324), 
(523), (691), (770), (1011). 
Diathermocoagulation and trachoma, (428). 
Diathermy, (1012). 
Dionin in iritis, 907. 
Diplopia, functional, (168). 
monocular, 311. 
from orbital tuberculosis, 991. 
Diprosopus triophthalmos, (169). 
Diseases of eye and ear, (255). 
in old age, (326). 
Dislocation of lens, see lens. 
gt of Columbia, Medical Society of, 123, 


Disturbances of color sense, hereditary, (330). 
Divergence excess, 793. 

vertical, (774). 
Dominance, (56). 

in unconscious sighting, (772). 
Double vision, mechanism of, (154). 
Dropsy epidemic, glaucoma in, (861). 
Dynascope mirror, 30. 
Dysentery bacillus in eye, (527). 
Dyspituitarism after trauma, 310. 
Dystrophia, adiposa, (530). 

cachectico-genitalis, (865). 


Echinococcus, see cysticercus. 

Eclipse blindness, blind spot in, 805. 

Ectopia lentis and pupillary membrane, 87. 
ctropion, see lids. 

Editorial changes, 136. 

Editorials— 
The American Academy of Ophthalmology 

and Otolaryngology, 1006 


Art, astigmatism, and El Greco, 847. 

An association for research in ophthal- 
mology, 316. 

Can practice be standardized?, 


Chemotherapy of ocular tuberculosis, 140. 
Chronic conjunctivitis, 602 

Color photography of eye, 764. 

Cylinder skiascopy and cross cylinders, 684. 
Dark adaptation, 924. 

“Drumming up trade”, 923. 

Editorial changes, 136. . 

Etiology of ocular disease, 417. 

Eye and hand, 763. 

Eye lesions from nasopharyngeal tumors, 


Eyestrain at different ages, 510. 
Fundamentals in ophthalmology, 414. 
Goethe’s prejudice against spectacles, 687. _ 
Home study of ophthalmology, 761. 
Hydrophthalmus, 50. 
The International Congress of Ophthal- 
mology, 922. 
Learning to operate, 225. 
Linksglaukosan or levoglaucosan, 603. 
The new vision, 601. 
Optometry as a profession?, 415. 
Optometry not a profession, 764. 
Physical defects and motor accidents, 137. 
Practical accuracy in ophthalmology, 45. 
The prejudice against spectacles, 845. 
Problems in presbyopia, 318. 
Professional advertising, 513. 
Radical treatment of trachoma, 765. 
Radium and the eye, 512. 
Radium for trichiasis, 686. 
Reading difficulties in childhood, 139. 
Reference literature, 47 
Risks from protein therapy, 686. 
Sight-saving classes, 418. 
Spontaneous cure of incurable diseases, 319. 
Testing for irregular astigmatism, 
Thermophore treatment, 926. 
Ultraviolet radiation in ophthalmology, 318. 
The unknown in glaucoma, 1005. 
Vexations of refraction work, 227. 
Wanted a “physiology of the eye”, 49. 
Education, see hygiene. 
Egypt, ophthalmological society of, 518. 
Egyptian Medical Association, Journal of, 
historical number, 421. 
Electrical blindness, 822. 
Elephantiasis of lid, (943). 
El Greco, art, astigmatism and, 847. 
Elliot’s scotometer, (1011). 
Embolus of internal carotid and ophthalmic 
artery, (65). 
Embryonal extract, (429). 
Embryotoxin, 596, 
Encephalitis, (57). 
epidemic, cote nerve in, (785). 
lethargic, (625). 
ocular spasms in, (57). 
Encephalocele and congenital cataract, (782). 
lenta, petechia in conjunctiva, 
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arty periarthritis and filiform keratitis, 


Endocrines, (626). 
Endometrioma, 406. 
Endophthalmitis, septic, 500. 
Endothelial reticulum, (623). 
Endothelioma of lid, (358). 
Entoptoscope, blood current in retina, (1032). 
Entropion, see lids. 
Enucleation, cartilage 
after, . 
spoon to introduce fat ball, (1036). 
Eosinophilia in trachoma, (59). 
Ephetonin, (524). 
Epileptics, cataract in, (780). 
Epiphora, atonic, (72). 
due to rélaxation, 34. 
Episcleritis, 309, (339). 
staphylococcic, (530). 
Epitarsus, (338). 
Epithelioma, of lids, 592, (622). 
at limbus, 681. 
Errata, 51, 142, 419, 766. 
Erysipelas, swine, metastasis in eye from, 


implantation long 


BOB, nodosum, cornea in, (342). 
Ethmoid sinus, mucocele of, (943). 
Ethmoidal cyst, proptosis from, 583. 
Ethylhydrocuprein amblyopia, 488. 
Etiology of ocular disease, 417. 
Europe, eye diseases in, 
Evisceration, scleral cyst after, (699). 
Ewing, Arthur Eugene, 235. 
Exophoria, 793. 
Exophthalmic goiter, (355). 
lid opening in, ). 
Exophthalmos, (616). 
aneurismal, calcification of vessels, (71). 
from frontal sinus empyema, (169) 
inflammatory, in acute infectious disease, 
(867). 
intermittent, 494. 
neurofibromatosis wi th, (785). 
pulsating, (170), Pi (705), (938). 
spontaneously cured, (71 
recurring, 832. 
with superior rectus paralysis, 832. 
after thyroid operation, (868) 
trichinosis with, 178. 
Eye, artificial, fitting of, (866). 
bath, (525). 
diseases in proecel practice, 53. 
evolution of, 
exercises, 546. 
and hand, 763. 
radium and, 512. 
and orbit, 70), (168), 
( 103.) (616), (705), (785), (866 


355), 
S39) 
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Eyeball, melanosis of, 671. 
pulsation, (618). 
skiagrams, (941). 
Eyelash imbedded in lid, (200). 
and see cilia. 
Eyelids and lacrimal apparatus, (72), (170), 


(248), (356), (441), (618), (706), (787), 


(869), (938), (1037). 


and see lids. 
Eyestrain at different ages, 510. 


Facial asymmetry, rotation planes in, 576, 
Facial hemiatrophy, (69). 
Fascia lata in eye, (867). 
Fibrous tissue reaction, 748. 
Fields, mapping scotomata by binocular fixa- 
tion, 656. 
Filaria, (607). 
Fixation, of globe in operations, (152). 
and movement, (93 37). 
spasms, and sleep, (1018). 
Flicker, critical frequency of, 769. 
Fluorescein ey Ehrlich’s, (933), 
“Fluttering heart”, (772). 
Focal infection, 569. 
contraction of visual fields from, (257). 
sepsis, 220. 
and see dental. 
and see nasal sinuses. 
Food Spores in relation to ophthalmology, 


Foreign bodies, BB shot, 596. 
intraocular, (254), (254), 592 
encapsulated, 410. 
Mellinger magnet extraction, (444). 
meningitis after, (254). 
multiple, 502. 
iron and steel, peanee, (445). 
localization, 7 7). 
removal, scleral window for, (444). 
twenty years in eye, 595. 
x-ray diagnosis, Vogt’s method, (446). 
and see injuries. 
Frame fitting by photography, (426). 
French Ophthalmological iety, 232. 
Frontal lobe tumor, 124. 
Fundus, congenital abnormality, 218. 
photographs, 142, (1011). 


Galassi-Westphal phenomenon, (354). 

Galen, optoty = of, (449). 

Gases, war, ( 

Gasseria neurectomy, 
(775). 


Gastric reflex, 562. 

Gastrointestinal pathology and ocular com- 
plications, (449) 

General diseases, see systemic diseases. 

Genothalmic kratometer, 

Glass, injury, 594. 

Glassblowers’ cataract, see cataract. 

Glasses, see spectacles. 

Glaucoma and ocular tension, (62), (163), 
(241), (346), og 2 (533), (609), (700), 
(778), 836, (861), (1026). 

Glaucoma, 134, 135, 406. 

adrenalin and glaucosan, (1027). 
and pituitrin in, (433). 
blind spot in, 804, 
blood pressure, (346). 
intraocular, (241). 
blood reaction in pathogenesis of, (163). 
calcium disturbance in, 915 
chronic, 998. 
and cement substance of intraocular 
muscles, (933). 


my, 
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with iridectomy, 499. 

cup without tension, (934). 
diagnosis, (534). 

dropsy epidemic in, (861). 
excavation, bone formation in, (246). 
and glaucosan, (62), (164), (433). 
gynergen in, ( 

hereditary, juvenile, (934). 

with hypermetropia, microphthalmia, 673. 
hypertonic solutions in, (1027). 

and imbibition by eyeball, (533). 
injury nein (610). 

insulin (164). 


uvenile, 586. 
pmo s account of his case, 984, 
and light sense, (778) 
mechanism of, 407, 480. 
miotics in, (609). 
modern in, (163). 
in myopia, (164), 21 
naevus flammeus and, (1026). 
in nevus, generalized, (346). 
operations, comparative value, (242). 
and subscleral iridencleisis, 


conjunctival tumor after, 


iridectomy, (242). 
subconjunctival, 1002. 

iridotasis, (242). 

sclerectomy, anterior, (531). 


flap, 312. 
with old trachoma, (434). 


trephining, cataract extraction after, 493. 


and pathology, (933), (1027). 
primary, (862). 
problems, 311. 
pseudoglaucoma, (434). 
retinal displacement in, (611). 
secondary, q 
simple, 222, 500. 
circulatory changes in, (934). 
management of, (1028). 
primary optic nerve atrophy with, 126. 
spontaneous filtering scar, 
and pathology, (861). 
symptoms, (779). 
treatment, (534), (610). 
medical, (533), (700). 
unknown in, 1005. 
vascular state and, 265, 
and see intraocular tension. 


Glaucosan, acute glaucoma after, (433). 
in glaucoma, (164), (433), (1027). 
and see levoglaucosan. 

Glioma, of frontal lobe, 834. 
and pseudoglioma, (621). 
of retina, (75), (251), 670. 

life prognosis, (251). 
and tuberculosis, (621). 
and see pseudoglioma. 

Goethe and spectacles, 687. 

Gold ball implantation, 402. 

Gold chloride, see tattooing. 

Gonioscopy, (149). 


experimental, in rabbits, 


Gonorrheal iritis, (240). 
Gonorrheal ophthalmia, light in, (156). 
Graefe, (84). 

museum, 85. 
Granulosis, roentgen of, (527). 
Gumma of lacrimal sac, 6 

of orbit, (248), (937). 
Gynergen in glaucoma, (609). 


Headaches, (329), (852). 

Head injuries, ocular manifestations in, 919. 
Head tilting and vomiting reflex, 675 

Heart es ophthalmoscopic signs in, 


( 

Heliotherapy, 11. 
Hemangioma, cerebral, 670. 

of meninges, (615). 

or orbit, (74), 737, 901. 
Hemeralopia, (538), (698). 

avitaminotic, (64). 

fundus changes in, (351). 

opotherapy with spleen i in, (245). 

threshold value of cones in, (351). 
Hemianopsia, (1036). 

binasal in lues, (70). 

bitemporal, (705). . 

homonymous, (324), (440). 
Hemistereoscope for simulation, (148), (523). 
Hemorrhage, intracranial, 675. 

uterine, loss of vision in, 217. 
Henderson, Edward Erskine, 1009. 
Hereditary disturbances of color sense, (330). 
Herpes, alcohol injections in, (707). 

complicated by neuritis, 759. 

convalescent serum in, (776). 
Hess chart examination, (336). 
Hess coordinometer, 38. 
oe with cyclitis and cataract, 


Heterophoria, . 749. 
unlevel orbits in, 815. 

High frequency in nen (775). 

Hippel’s disease, (935). 

History, see hygiene etc. 

Holocain substitute, (524). 

Howe, Lucien, 145. 

Hyaline degeneration, (337). 

Hyaloid artery, complete, 
persistent, containing blood, 1000. 
sheath of, (167). 

Hyaloid canal, (166). 

a remains, cause of juvenile cataract, 


Hydatid cysts of orbit, (448); (942). 
Hydrophthalmos, 50, i26, (617). 
with as ‘of sella turcica, (943). 
genesis of, (163). 
Hygiene, sociolo , education, and history, 
(81), (258), (449), (628), (790), (945). 
Hygiene, lighting and, (790). 
Hypermetropia, 
igh, 219. 
Hyeropia from loss of vitreous, 306. 
Hyperphoria, with headache, tucking for, 396. 
Hypertonic solutions in glaucoma, (1027). 
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Hyphema, experimental, (778). 
Hypophyseal hypertrophy and fields during 
pregnancy, (543). 
Hypophyseal tumor, see tumors. 
Hypophysis tumor, (245). 
novasurol treatment, (866). 
visual field in, (1034). 
Hypopyon iritis, (239). 
ulcer, etiology and treatment, 


Hypotony, intense, communication of an- 
terior chamber with subconjunctival tis- 
sue, and, (534). 

Hysteric amaurosis and amblyopia, (440). 


Ichthyol, parenteral use of, (771). 
Icterus, (608). 
Illumination, and efficiency, (628). 
and near vision in my hie (258). 
test for astigmatism, 809 
and visual acuity, (149), (153). 
Images, law of, (328). 
Imbibition by eyeball (533). 
Immunity of eye, (528). 
“Inclusion bodies”, (325). 
Incurable diseases, spontaneous cure of, 319. 
Indemnity laws, (449). 
Index Medicus, 51. 
Indian and trachoma, 457. 
Industrial visual efficiency loss, (260). 
and see injuries. 
Infection, see focal infection. 
Infectious diseases, (255). 
Inferior oblique, paralysis of, (333). 
Infrared, irradiation in trachoma, (59). 


Injuries, (76), (253), (443), (623), (707), 
(941). 


amaurosis from, 310. 
anilin pencil, (253). 
anthrax, (76). 
artificial silk, (253). 
burns, (624). 
mustard gas, 43. 
transplantation of oral mucous membrane 
after, (78), (941). 
chalcosis, (254), (76). 
choroidal, 221 
and compensation, (629). 
conjunctiva, mercury ioxide, 906. 
copper, (76). 
cataract, (623). 
cosmetics, (76). 
electrical blindness, 822. 
foreign bodies, (77). 
BB shot, 596. 
in choroid, 222. 
in cornea, 60. 
extraction with Mellinger magnet, (444). 
in eye nine years, 36 
in eye twenty years, 595. 
glass, 125, 594. 
intraocular, (254), (254), 495, 592. 
giant magnet, (941), (941 ). 
in lens, 221, 305. 
multiple, 502. 
in orbit, (77), 596. 
scleral window, removal through, (444). 


x-ray localization, (77), (446). 
gas explosion, necrosis after, 303. 
of head, (76). 
loss of peripheral vision after, 741. 
ocular: manifestations in, 919. 
industrial disability, eS) (260), (261). 
iron, diagnosis of, (445) 
lens, 221. 
methylen violet pencil, (253). 
minor, prevention of, 753 
occupational, (76). 
optic disc, (444). 
optic tract, (440). 
orbit, (253). 
steel through globe into, 678. 
pepper seed, (443). 
perforating, (78), 672. 
of retina, (253). 
scale for visual losses, (82). 
shot, (444 
siderosis, 409, 833. 
stab, (440). 
steel, 305, 308, 678, 970. 
tetanus from, (443). 
thorn, (77). 
ultraviolet rays, (78), (78). 
welder, cataract in, (623 >, 
see also under various anatomical parts. 
Innervation, (627). 
Insulin, in glaucoma, (164). 
retinal detachment after, 486, 825. 
Intermittent fever, iridocyclitis with, (609). 
Internal medicine and ophthalmology, (259). 
International Association for Prevention of 
Blindness, 946. 
International Congress of Ophthalmology, 
264, 545, 922, 947. 
Interstitial keratitis, see keratitis. 
Intracranial hypertension, intraocular tension 
with, (346). 
retinal hypertension and, (349). 
Intracranial lesions, 836. 
Intracranial pressure, (245). 
and retinal arterial pressure, (167), (783). 
Intracranial tumors, x-ray therapy, (937). 
Intraocular fluids, see aqueous humor. 
and see vitreous. 

Intraocular foreign bodies, see foreign bodies. 
and see injuries. 
Intraocular tension, 

(524)... 
and inflammation, (346). 
with intracranial hypertension, (346). ‘ 
puncture of anterior chamber, 


analgesic lowering, 


Iodine content of aqueous after iodides, (151). 
Iridectomy for glaucoma, (242). 
peripheral, 126, (780). 
Iridocyclitis, atropin and adrenalin in, 118. 
glaucomatous, atropin in, (240). 
with intermittent fever, (609). 
with tension, (1024), (1024), (1025). 
due to trypanosomes, (343). 
tuberculous, (531). 
ultraviolet rays for, 670. 
Iridodialysis, of pigment layer, 670. 
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Iris, aniridia, 403, 916. 
anomaly, (932). 
blue, biomicroscopic appearance, (344). 
changes in tabes, (608). 
coloboma and sex, (533). 
cyst, 400, (433), 583, (939). 
depigmentation, (61). 
dilating apparatus, (345). 
dilatation, congenital vascular, (344). 
discoloration from x-ray, (344). 
foreign body in, 125 
heterochromia, (61). 
with cyclitis and cataract, 547. 
lesions, rare, (608) 
numerical, (62). 
pigment deposit in, (860). 
pigment spot on, 411. 
prolapse, 678. 
“sarcoma, 311, 409, (442), (442), 669. 
annular, (442). 
ring, (74). 
softening, circular line secondary to, (345). 
sphincter anomaly, 134. 
syndrome in tabes and paresis, (432). 
tuberculosis, ultraviolet light for, (930). 
tumor, see tumors, 
warty, (344). 
Iritis, acute, 683. 
dionin in, 907. 
with disciform corneal in infiltrate, 840. 
etiology and treatment, (777). 
gonorrheal, (240). 
hypopyon, (239). 
levoglaucosan in, 370. 
rheumatic, apikosan in, (432). 


Japanese, amaurotic family idiocy in, 558. 

Jimson weed seed, mydriasis from, 394, 605. 

Jugular veins, ocular hypertension by com- 
pression, (779). 


Kansas City Eye, Ear, Nose, and Throat So- 
ciety, 589, 759, 1002. 

Keratitis, deep, 1023. 
dendritic, 884, 907. 
eczematous keratitis, 993. . 
filiform and lacrimal secretion, (356). 
grill-like, and nerve fibers, (857). 
and iritis from squill dust,. (443). : 
and anaphylactic ophthalmia, 

29 


). 

changes at nail fold, (698). 

with chorioretinitis, (429). 

monocular diplopia after, (58). 

prognosis, (160). 

roentgen therapy, (430). 

in sleeping sickness, (343). 

in staphylococcemia, (158). 

therapy, (930). 

after trauma, ; 

treated with malaria, (342). 

with uveitis, 916. 
after malaria inoculation, 978. 
neuroparalytic, cilia growth, (938). 
parenchymatous, see interstitial. 
sclerosing, (157). 
trachomatous (corneal microscope), (431). 
tracolysin in, (527) 


traumatic, (531). 
tuberculous, 401, (776). 
blood vessels in, (160), (430). 
and thermophore, 593 
ultraviolet, (1022). 
Keratoconus, see conical cornea. 
Keratoplasty, etc., stereoscopic vision after, 
(340). 
Koeppe’s nodules, (162). 
Kratometer, genothalmic, 234. 
Krause’s gland, cyst, 836. 
Kr6énlein operation, (937). 
Krukenberg’s spindles, (699), (776), (1020). 


Laceration, see injuries. 
Lacrimal, 34. 
apparatus, see eyelids. 
autoplasty, (356). 
canal, treatment, (706). 
canaliculi, concretions in, (1038). 
conduction mechanics, (787). 
duct, mechanism, (619). 
stenosis, (1037). 
fossa, topography, (72). 
gland, aberrant, 959. 
atrophy after duct occlusion, (620). 
cyst of, 4 
dislocation, (620). 
palpebral extirpation effects, (618), (619). 
hyperplasia, lymphoid, (250). 
passages, cell metaplasia in, (707). 
region, gumma of, 674, (170). 
sac, abscess with trachoma, (441). 
bony anatomy, (619). 
congenital fistula, 745. 
diseases, 918. 
extirpation, (250), (706). 
gonococcus infection, and reinfection, 581. 
gumma of, 674. 
malignant papilloma, (707). 
melanosarcoma, (1038). 
operation, modification of, 896. 
sarcoma, (940). 
temporary drainage, (869). 
and see dacryocystitis. 
secretion, filiform keratitis and, (356). 
insufficient, changes from, (158). 
tumors, see tumors. 
Lagrange operation, (701). 
Lagrange, Pierre Félix, (945). 
Lamp for eye surgery, 214, 1000. 
Leber’s retinal degeneration, (1031). 
Lens, biomicroscopy of, 53, (63). 
calcified, (863). 
coloboma, 126, 996. 
epithelium, cultivation, (537), (781). 
discontinuity surface in, (781). 
dislocated, extraction of, (535). 
dislocation, 673. 
traumatic, 221, 501. 
ectopia, traumatic, 997. 
embryo, cavity formation in, (702). 
epithelium, cultivation in vitro, (537). 
(781). 
focus, double, (347). 
foreign body in, 221. 
glutathione in, 914. 
infection by bacillus megotherium, (445). 
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investigations, 910. 

injury | refraction, 219. 
steel, 305, 970. 

lentiglobus ‘anterior, (536). 


lesions, x-ray and radium radiation, (445). 


luxation, ciliary body in, (7 
nutrition, (436 36). 
phacoerisis, 495. 
poeta. tests before operation, 20. 
in thyroid deficiency, (63). 
luxation, 42. 
see tumors. 
zonular lamella, (534), (934). 
and see cataract. 
and see crystalline lens. 
Lenses, contact, see contact lenses. 
and see spectacles. 
Lenticonus, anterior, ioe 
posterior, (348), 
Leprosy, diathernty for, 1626). 
eye affections in, 384, (626 
Leptothrix, infection of canaliculus, 215. 
Leucosarcoma of choroid, (252). 
or orbit, (251). 
Leukemia, eye conditions in, (627). 
Levoglaucosan, 368, 406, 603. 
and see glaucosan. 
Lids, amyloid degeneration, (73). 
blastomycosis, 496. 
blepharitis, etiology and treatment, 604. 
Blepharochalasis operation, (1038). 
carcinoma, 311. 
coloboma, "959. 
deformities, prothesis for, (355). 
ectropion, 34. 
operation, (939). 
plastic repair, 313. 
senile, ( 
emphysema, (939). 
endothelioma, (358). 
entropion, (619), ( 
senile, (869). 
spastic, (620). 
Weeker’s method, (73). 
after tarsectomy, (620). 
tarsoplasty for, (869). 
epiblepharon etc., in Mongolian, (620). 
epidermoid carcinoma, 311. 
epithelioma, of meibomian gland, (622). 
radium treatment, 592. 
eversion, deepening cul-de-sac for, (786). 
hot and ‘cold, 829. 
inflammation from teakwood, (870). 
inflammatory mass, 
lupus, (249). 
malformation, (619). 
opening in exophthalmic goiter, (1038). 
palpebroplasty, (73). 
plastic surgery on, (248), (355), 677. 
rhabdomyoma, 293. 
rodent ulcer of, 672. 
Sporothrix infection, 412. 


), (620). 


Light, bath, visual disturbances after, (446). 


and cinema workers, (945). 
in gonorrheal ophthalmia, (156). 
sense, in glaucoma, (778). 

in miners’ nystagmus, 332). 


short-waved, (325). 
and see ultraviolet. 
Lighting and hygiene, (790). 
Limbus, carcinoma, (75). 
epithelioma, 681. 
nevocarcinoma, (75). 
papillocarcinoma, basal-cell, 484. 
Linksglaukosan, see levoglaucosan. 
Lipemia, retinal, 980. 
Los Angeles County Medical Society, 677. 
Lues, binasal hemianopsia in, (70). 
hereditary in third generation, (79). 
malarial treatment of, (943). 
therapy in, (80). 
and see syphilis. 
Luetic reaction with alcoholic extracts. (256). 
Luminous impressions, duration of, (693). 
Lupus, of lids, (249). 
treated by excision and skin graft, (441). 
vulgaris, 992. 
Lymphangioma of conjunctiva, 593. 
Lympho-angio-endothelioma of orbit, (250). 
Lymphoid hyperplasia of glands, (250). 
Lymphoma, malignant, 38, 116. 
Lyon, trachoma in, (856) 
Lysozyme, (618). 


Mackenzie memorial fund, 85. 
Macrophthalmos and optic nerve displace- 
ment backward, (543). 
Macula, see retina. 
Madras Ophthalmic hospital, 52, 768. 
Magnet, giant, (941), (941). 
Magnifier, monocular, 37. 
Mail order spectacle quacks, 546. 
Malaria, keratitis after inoculation of, 978. 
ocular changes after, (936). 
Malarial treatment, of lues, (943). 
of optic atrophy, (167). 
of parenchymatous keratitis, (342). 
Malta fever, (448). 
Marble bones, and optic atrophy, 39 
Mariotte’s spot in axial myopia, (328). 
practice, it be standardized, Can, 


Medullated nerve fibers and blind spots, 804. 
Megotherium bacillus infection of lens, (445). 
Meibomian glands, epithelioma, (622). 
Melanoma, choroid, 672. 

cornea, 754. 

and smallest sarcoma, (940). 

uveal tract, (940). 
Melanosarcoma, caruncle, (75). 

choroid, (358), 399, (940). 

conjunctiva, (75). 

iris, (442). 

lacrimal sac, (1038). 
Melanosis of eyeball, 671. 
Melitococcia (Malta fever), (448). 
Memphis Society of Ophthalmology and Oto- 

laryngology, 41, 313, 594, 679, 906. 

Meningioma, ocular syndrome, (352). 

from tuberculum 
Mena) after intraocular foreign body, 


Meningocele operation, (1036). 
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Menstruation, vicarious, and retinal hemor- 
rhage, 296. 

Mercury in ocular tissues, (525). 

Metastases in eye, from swine erysipelas, 


(944). 
Methylen blue, (153). 
Methylen violet pencil injury of orbit, (253). 
Mexico, history of ophthalmology in, ‘(261 ). 
Mice, blind, (244) 
Microphthalmos, 617), 673. 
Microscopy, see 
Migraine, ophthalmoplegic, 889 
Miosis, traumatic, (69). 
Miotics in normal eye, 234. 
Mole’s eye, (248). 
Mongolian idiocy, (70). 
Motor accidents, physical defects, 137. 
Motor operators, visual requirements, 124. 
Moving picture, actinic conjunctivitis, 339. 
in teaching, (945). 
Mucocele of ethmoid sinus, (943). 
Muscles, advancement, (334). 
anatomy, (1017). 
Briicke’s 
ciliary, 
conjugate deviation, 840. 
divergence excess, 793. 
vertical, and rotation, (774). 
head tilting and vomiting reflex, 675. 
Hess chart examination, (336) 
internal rectus, tenotomy, new method, 
(773). 
monocular diplopia after parenchymatous 
keratitis, (58). 
moving picture demonstration, 759. 
movements, experiments on, (1015). 
upward, of eye, (154). 
“ocular dynamics”, (695). 
palsy, complete, 38. 
paralysis, abducens, (69), 501. 
isolated, (335). 
after spinal anesthesia, (70). 
nila) and double due to trauma, 


, 994, (1035). 


external rectus, transplantation of half 
of vertical recti in, (854 
inferior oblique, 403. 
oculomotor, congenital unilateral, 376. 
after spinal anesthesia, (56). 
paresis of associated eye elevators in avia- 
tor, (154 
superior recti, spasm, 999. 
tucking, 173, 310. 
for hyperphoria, with 505. 
and see nystagmus. 
and see ocular movements. 
and see strabismus. 

Mustard gas burn, 43. 
corneal ulcer after, 313. 

Mycoses of conjunctiva, (428). 

Mydriasis, atropin, pupil behavior and, (62). 
from Jimson weed seed, 394, 605. 
traumatic, (77). 

Myope schools, Which children should at- 

tend ?, 387. 
Myopes, accommodation for distance, (427). 
Myopia, with arteriosclerosis, (56). 


artificial, in ape, (1013). 
axial, acquired, 715. 
Mariotte’s spot in, (328). 
combating, (329). 
a constitutional condition, (693). 
development of, (331). 
due to study, (327 ). 
glaucoma in, (164), 217. 
high, and abortion, (852). 
disciform choroidal macular change in, 


(860). 
primary, (154). 
problem, (853). 


Naevus flammeus and gem (1026). 
Naphthalin, cataract, (63). 
ocular lesions in rabbits from, 842. 
Nasal sinus disease, (79), (81), (163). 
blind spot in, 805. 
and retrobulbar, neuritis, (865). 
sphenoidal, (61 
Nashville of Ophthalmol 
134, 305, 502, 


Nesggaerrsae tumors, eye lesions from, 


National Society for Prevention of Blindness, 

Nephritic retinitis, (536). 

Neurinoma of upper eyelid, (1037). 

Neuritis, ceimabelins. see optic neuritis. 

Neurofibromatosis of orbit, (74). 
exophthalmos with, (785). 

Neurology, (627). 

Neuroretinitis, complicating pregnancy, 996. 
traumatic, 502 

Neurovegetative factors, (627). 

Nevocarcinoma, of conjunctiva, (75), (338). 
of limbus, (7 5). 

Nevus, of conjunctiva, 24, (941). 
and glaucoma, (347). 

New-born, eye findings in, (944). 

New England Ophthalmological society, 223, 

410, 494, 673, 832. 
News items, 84, 171, 261, 359, 450, 544, 630, 
708, 791, 870, 946, 1039. 

Nose see focal infection. 
and see nasal sinuses. 

Novasural, (866). 

Nursing. eye, ear, nose, and throat textbook, 


Nystagmus, compensatory, (57). 
light sense in, (332). 
monocular, (1015). 
optic, (154). 
rotary, as aid in testing, (335). 
spontaneous, (526), , (855). 
and trauma, (1015). . 


lobe, vascularity during vision, 


Occupational diseases, (76). 
Ocular anguish, (624). 
Ocular movements, (56), (154), (332), (427), 
(526), (695), (773), (853), (1015). 
and see muscles. 
Ocular tension, see glaucoma. 
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Oculomotor nerve, cyclic disease of, (333). 
in fractures at base of skull, (332). 
paralysis, reciprocal innervation in, 914. 

Oculovisceral reflexes, 562. 

Old age, disease of, (326). 

Omaha and Council Bluffs Ophthalmological 

society, 309, 507, a 

Operate, learning to, 22 

Operations, Denig’s, iy, (1020). 
Elliot's, 682. 

Halle-West, 1. 

Kronlein, (937). 

Lagrange, (701). 
lamp for, 214. 

“open” treatment, (435), (436). 
plastic, (151), (248), ( 55). 
Smith’s, (782), (863). 
Stanculeanu-T6roék, (702), (781), (954). 
Tansley-Hunt, 306. 
Toti-Mosher, 409. 

Ophthalmia nodosa, (430). 

“Ophthalmiatria” (old treatise), 405. 

Ophthalmologic office training, 571. 

Ophthalmologic training, defects in, 572. 

Ophthalmological proceedings— 
Baltimore, 557, 830, 831, 1000. 

Brooklyn, 311. 

Chicago, 36, 125, 406, 495, 596, 754, 835, 992. 

Colorado, 130, 305, 499, 591, 840, ‘915. 

District of Columbia, i23, 492. 

Kansas City, 589, 759, 1002. 

Los Angeles, 677. 

Memphis, 41, 313, 594, 679, 906. 

Nashville, 134, 305, 502, 683, 759, 907. 

New England, 223, 410, "494, 673, 832. 

Omaha and Council Bluffs, 309, 507, 839. 

Oxford, 918. 

Philadelphia, College of Physicians ‘of, 

215, 402, 502, 586, 675, 910, 913. 
Pittsburgh, 221. 
Royal Society of Medicine, eye section, 42, 
218, 312, 583, 669, 671, 842. 

Saint Louis, 133, 755, 907. 

San Francisco, 38, 409. 

United Kingdom, 321, 748. 

Wills Hospital, 400, 996, 999. 
Ophthalmologist, position in medical profes- 

sion, (81). 

Ophthalmology, fundamentals in, 414. 
home study of, 761. 
and internal medicine, (259). 
in Mexico, history of, (261). 
for practising physicians and students, 766. 
progress in, (945). 
research in, 316, 521. 

Ophthalmoplegia, internal, 507.. 
isolated, (773). 
progressive, (155), (332). 
uailateral, 126. 

Ophthalmoscope, etc., combined, (149). 
she mel signs in heart disease, 


Ophthalmoscopic topography and retinal de- 
tachment, (1030). 
, reflexless, (691). 
slit-lamp, (770). 


ed with spleen in hemeralopig, 


Optic disc, abnormality, 312. 
choked. (542). 
pathogenesis, (541). 
direct wound, (444). 
pigmentary changes, (541). 
Optic nerve and toxic amblyopias, (66), 
(167), (245), (352), (440), (541), (613), 
(785), (865), (937), (1032). 
Optic nerve, anatomic relations, 803. 
Optic nerve atrophy, 125, 401. 
following alcohol injections, 120. 
after arteriosclerosis, 673. 
from alimentary tract, 


hereditary, (937). 
and marble bones, 39. 
primary, with glaucoma simplex, 126. 
tabetic, (68), (1032). 
field changes, (353). 
malarial treatment, (167). 
typhoid treatment, (168). 
with tower skull, (614). 
treatment, air injection, (614). 
retrobulbar atropin injections, (613). 
sulphur, (68). 
Optic nerve, avulsion of, 125. 
carcinoma, 411. 
caverns, nonglaucomatous, (353). 
coloboma with hyaloid remains, (936). 
course of fibers through, 1 
cup, physiologic, and refraction, (68). 
in epidemic encephalitis, (785). 
glioma, (358). 
glious degeneration, (1033). 
hemorrhage into, 126. 
‘lesions, with tumors of hypophysis, (245). 
light sense in disease of, (64). 
neuroretinitis, traumatic, 502. 
pseudoneuritis, 834. 
sheath, tumors of, (1033). 
and sinusitis, (542). 
tract, stab injury of, (440). 
tuberculbdsis, (167). 
and see tumors. 
Optic neuritis, 130. 
arsenical, (67). 
with influenza, (615). 
interpretation of, (68). 
in Malta fever, 747. 
of nasal origin, (67), (865). 
papulous, 835. 
retrobulbar, ea 309, (542), 594, (785), 
998, (1034). 
and nasoorbital region, (66). 
symposium, 496. 
from salvarsan, (245). 
sympathetic, (865). 
and vitamin B, 903. 
with whooping cough, (865). 
Optical theory, (328). 
Optics, physiologic, see physiologic optics. 
Optochin, in serpent ulcer, (607). 
toxic amblyopia from, 909. 
“Optometric diagnosis, ‘complete” , 423. 
Optometry, as a profession, 415, 928. 
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not a profession, 764. 
“drumming up trade”, 923. 
question, 392. 
Optotypes of Galen, (449). 
Orbit, abscess, corneal bulla complicating, 
746. 
angioma, cavernous, (73), (73), (250), 
(788). 
brain tumor (939). 
carcinoma, (73). 
cavernous hemangioma, (74). 
cellulitis, 314, (356), (543), (867). 
chloroma of, (252). 
contraction, pressure atrophy molding, 404. 
cyst, 28. 
"blood, (169). 
hydatid, (866), (942). 
from nasal mucosa, (70). 
cystic osteitis, (170). 
exenteration, operation for prothesis after, 


foreign body, (77). 
BB shot, 596. 
graft, from ala nasi, (355). 
-gumma, (248). 
hemangioma, 737, 901. 
hemorrhage, 752. 
with vomiting, (868). 
inflammatory affections, (1037). 
injury with anilin pencil, (253). 
leucosarcoma of, (251). 
lympho-angio-endothelioma, (250). 
neurofibromatosis, (74). 
osteosarcoma of, (543). 
phlegmon, (355). 
osmotic drainage in, (706). 
plastic surgery, (71). 
psammoma of, (622). 
pseudotumor, (170). 
sarcoma, 505, 677. 
socket, shrunken, 836. 
thorn in, (77). 
‘ tuberculoma, (356). 
unlevel, in heterophoria, 815. 
and see eyeball. 
and see tumors. 
Ossification of vitreous, etc., (531). 
Osteosarcoma of orbit, (543). 
aM Ophthalmological Congress, 451, 918, 


Pacific Coast Oto-ophthalmological society, 
143. 


Palpebral fissure, absence, 744. 
abnormal length, tarsorrhaphy page (441). 

Panama, medical activity, 849. 

Pannus, crassus, heroic treatment, " (699). 
trachoma, milk injections, (700). 

Panophthalmitis, with pansinusitis, 589. 

Pansinusitis, panophthalmitis with, 589. 

Papillary ectasia, (245). 

Papilledema, and brain tumors, (353). 
pathogenesis, (352). 

Papilloma, or cancroid, (358). 
invading anterior chamber, (357). 
malignant, (251). 

Parenchymatous keratitis, see keratitis. 


Parinaud’s conjunctivitis, see conjunctivitis. 

Parinaud’s syndrome, (854). 

Parkinson’s disease, postencephalitic, (57). 

syndrome, 831. 

Pathology of the eye, 1007. 

Peckham, John De (449). 

Pemphigus, conjunctival, 495. 

Pennsylvania, University of, report of eye 
clinics, 927. 

Pepper seed injury, tetanus from, (443). 

Pericampimeter, 38. 

Perimetry, daylight unit and screen for, 589. 

with colors, (691). 

errors of refraction, age, and sex, 629. 
quantitative, (691). 

scale for color fields, 269. 

Phacoerisis, 102, 495. 

Phlyctenular, see conjunctivitis. 

Photography, color, of 36). 711, 764. 

color, stereoscopic, (770 
fundus, (1011). 

natural size, (324). 
stereoscopic, of fundus, (691). 

Photomicrography of living eye, 286. 

Phthisis bulbi, congenital, (777). 

Physiologic excavation and refraction, (331). 

Physiologic optics, 519. 

Physiologic optics, refraction, and color vi- 
sion, (54), (153); (326), (426), (525), 
(693), (772), (852), (1012). 

“Physiology of the eye”, wanted a, 49. 

Pigment migration, (253). 

Pilocarpin, in asthenopia, (153). 

and pressure in ciliary veins, (779). 

on pupil of rat, (61). 
Pittsburgh Ophthalmological society, 221. 
Pituitary, insufficiency, 41. 

tumors, see tumors. 

Pituitrin injections, (347). 

Plasma cells, (931). 

Plasma increase, ocular tension and, (932). 

Plasmoma, (33 

on conjunctiva, 731.- 

Plastic surgery, (524). 

on lids, at (355), 677. 
on orbit, (71 
on tubular pedicle, (151). 

Plexiform neuromata, (250). 

Poland, ophthalmology in, 518. 

Polyglobulia, ocular changes in, (438). 

Postcycloplegic test, value of, 298. 

Potassium, modification of drugs by, (150). 

Practical medicine series, eye, ear, nose, and 
throat, 230. 

Pregnancy, hypophyseal and 
fields during, ( (343), 

neuroretinitis 996. 
sw premature, in furnace laborers, 
0 


problems in, 318. 
Progress in ophthalmology, (945). 
Proptosis from ethmoidal cyst, 583. 
Propulsion, voluntary, of both eyes, (706). 
Protein therapy, (181), (692), (851). 
risks, 686. 
Prothesis, chronic conjunctivitis from, 674. 
conjunctivoplasty for, (170). 


tracts 
lopia, 
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for lid deformities, (335). 
Psammoma of orbit, (622). 
Pseudoglioma, 127, 999. 
Pseudoneuritis, see optic nerve neuritis. 
Pseudosclerosis, pigment ring, (700). 
Ptomaine poisoning, 949. 

Ptosis, congenital, (858). 
hereditary, (250). 
operation, w6. 
treatment of, (787). 

Public Health Service, 233. 

Pupil, Argyll Robertson, (433), 584. 
behavior and atropin mydriasis, (62). 
corectopia, (608). 
innervation, (532). 
pilocarpin on, (61). 
and see mydriasis. 

Pupillary, fibers, theory, (352). 
membrane adherent to cornea, (345). 

bilateral, 836. 
and congenital ectopia lentis, 87. 
simulating cilium, (61). 

reaction, measuring, (1011). 

Pupillo-palpebral reaction, (354). 


Quinine amblyopia, 488. 


Rabbi of fourteenth century, ophthalmic ref- 
erence in will of, 
Radiation, and blue rays, (339). 
of cancer, (621). 
protective prothesis, (692), (692), (692). 
and see ultraviolet light. 
Radiotherapy and refraction, (852). 
Radium, and eye, 512, 926. 
in lens lesions, (445). 
for rodent ulcer, 313. : 
in —— cysticercus on early diagnosis, 


(256). 
therapy, (772). 
treatment of epithelioma, 592. 
for trichiasis, 
for vernal conjunctivitis, (337). 
Reading difficulties in childhood, 139, 605. 
disabilities, (258). 
in oculomotor paraly- 
sis, q 
Recklinghausen’s disease, (250), (624), 
(1037). 
Reference literature, 47. 
Refract, who should? 392. 
Refracting media dispersions, (331). 
Refraction, bad, versus bad psychology, 904. 
bodily type and, (54). 
changes in, 361. 
solid, atropin and cocaine, for, 


comparative, determinations, (328). 

cross cylinders and cylinder skiascopy, 684. 
principles applied in use of, ‘ 
technique, 903. 

methods, (526). 

and mining occupation, (628). 

misfits, . 

with retinoscope and cycloplegia, 


physiologic excavation and, (331). 


practice of, 420. 
statistics, (694). 
stigmatoscopy with light filtered through 
methylen blue, (183), 
variables in, (772). 
vertex, 422. 
work, vexations of, 227. 
and see physiologic optics. 
and see retinoscopy. 
Refractometers, ocular, 1000, (1015). 
Relief, see depth perception. 
——— of buccal mucous membrane, 


of oral mucous membrane after burns, (78), 
Research in ophthalmology, 521 
association for, 316. 
Resurrectionists, 143. 
Retina and vitreous, (63), (166), (348), (437), 
ra (611), (703), (783), (864), (934), 


Retina, amaurotic family idiocy, (66). 
amaurotic family idiocy in Japanese, 558, 
angioid streaks, (784). 
angiopathy, traumatic (Purtscher), (253). 
anterior and posterior dialysis, 652. 
cyst of, 218. 
degeneration, (1031). 

rom iodin, (936). 
pigmentary, 673, 833. 
displacement upon choroid, (350). 
functional segmentation, (56). 
glioma, (75), 670. 
life prognosis, (251). 
hemeralopia, ( 
lipemia, q 
melanoblastoma, (864). 
macula, coloboma, (1031). 
degeneration, (244), , (539). 
disciform, 37. 
or metastatic carcinoma, 916. 
senile, (307). 
disease, senile, (166). 
edema of, (864). 
evolution of, 601. 
hole ip, 312. 
mulberry, 307. 
me 
star figure, from injury, - 
vision, (331). 
pars ciliaris, tumors, (357). 
periphery. color and form discrimination, 


periphlebitis, (704). 
pigment migration, (253). 
rosettes, (244). 
thickness, alterations in, (351). 
thrombosis, (349), (350), (350). 
tuberculosis, 80. 
tumors, see tumors. 
vascular system, functional changes in, 321. 
and see below under “retinal”. 
Retinal, angiomatosis, (166), (1031). 
arteriosclerosis, 
artery, obstruction, 36, 499. 
preretinal, (538). 
spasmodic occlusion, 827. 
arterial pressure, (349). 
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in intracranial hypertension, (783). 
arterial and cerebrospinal tension, (438). 
changes after softening of eye, (64). 


circulation, 52. 
43, (437), 499, (864), 
(l 


acute hypotony, (703). 
capillary changes and, ros 
circulation in old age, (436 
in eclampsia, 586, (784). 
embolism, 312, 401, 503. 
air, (437). 
after arsenobenzol, (540). 
etiology, (934). 
examination of subretinal fluid, (787). 
familial, (936). 
ignipuncture of tear, (541), (704). 
after insulin, 486, 825. 
ophthalmoscopic topography, and, (63), 
(1030). 
suction er in, 102. 
and tears, (438). 
traumatic, (538). 
late, 507. 
treatment, (349). 
surgical, (64). 

Retinal, disease, Czermak-Hippel, (65). 
displacement in glaucoma, (611). 
exudation, massive, (351). 
field, lower, phylogenetic value, 752. 

Retinal hemorrhage, 312. 
in hypertension, (611). 
in Vaquez’s disease, (437). 
as vicarious menstruation, 296. 

Retinal hypertension, 995. 
and intracranial om (349). 

Retinal pressure, (16/7). 

Retinal tissue, vitamin A in, (538), (935). 

Retinal vein, in general hypertension, (704). 
visible blood stream in, ( ‘ 
with optic neuritis, 508. 

Retinal vessels, prepapillary, 403. 
sclerosis, (540), (611), (612), 688. 
tortuosity of, 674. 
trichotomy of, (166). 

metas} albuminuric, 305, 501, 593, 841, 


central, accommodative paresis in, (864). 
pathology, 
Coats’s, (1031). 
diabetic, 507. 
exudative, (166), 453, (539), 910. 
nephritic, (536), 611. 
pigmentosa, (64), 402, 915. 
with adiposogenital dystrophy and 
polydactilism, (864). 
concave loupe in, (613). 
and endocrine disorders, (784). 
roentgen therapy in, (539). 
punctata albescens, (613), 913. 
and see neuroretinitis. 
Retinomacular degeneration, (439). 
Retinoscope, hyperopic undercorrection due 
to, 191. 
improved, 122. 
Retrobulbar neuritis, see optic neuritis. 


Retrolental space, (770). 

in strabismus, 720. 

Rhabdomyoma of eyelid, 293. 

Rodent ulcer, of lid, 672. 

and radium, 313. 

Roentgen ray see x-ray. 

Rosacea, (697). 

Rosettes of retina, (244). 

Rotation planes in facial asymmetry, 576. 

Royal Society of Medicine, section of ophth- 
almology, 42, 218, 312, 583, 669, 671, 842. 

Russel bodies, (931). 


ave) Louis Ophthalmic Society, 133, 755, 
Salivary glands, lymphoid hyperplasia of, 
(280). 


Salvarsan, optic neuritis from, (245). 

San Francisco County Medical Society, eye, 
ear, nose, and throat section, 38, 

Sanocrysin in tuberculosis, (258). 

Sarcoma, choroidal, (76), (251), (359), (441), 


metastasis from 490, 681. 
ciliary body, (74), (788). 
iris, (74), 409, 669. 
with pigmentary infiltration, (442). 
lacrimal sac, (940) 
orbit, 505, 677. 
“smallest,” melanoma and, (940). 
treatment by Coley’s fluid, 17. 
uveal tract, (939). 
and see melanosarcoma, 
and see tumors. 
Sattler, Hubert, 236. 
Schilder’s disease, 676. 
School children, examination in Great Brit- 
ain, (258). 
vision of, (259). 
Schwalbe, marginal ring of, (606). 
Sclera, blue, 990. 
with hemorrhages in anterior segment, 


calcareous degeneration, (858). 
cyst, after evisceration, (699). 
tuberculosis, experimental, (930). 
ulceration, (340). . 
see cornea. (783) 
erectomy, nonperforating, 
Scleritis, (239). 
Sclerokeratitis, progressive, (607). 
Scotoma, mapping in binocular fixation, 656. 
scintillating, (69), (543). 
with strabismus, 194, 
Scotometer, Elliot’s (1011). 
tangeite screen with illuminating device, 


Serpiginous ulcer, see cornea. 
Shot removal, 596. 

by forceps with fluoroscope, (444). 
Siderosis, 

bulbi, 833. . 
Sightsaving classes, 387, 418, (945). 
Silk, artificial, ocular lesions from, (253). 
Simmonds’ disease, (865). 
Simulation, (148). 

hemistereoscope, (523). 
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ane, 
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Sinuses, see nasal sinuses. 

Sixth nerve nucleus, (69). 

Skiagrams, see. x-ray. 

Skiascopy, arrow, (1014). 
cylinder, 590, (694 

Sleep, fixation spasms, (1018). 


horizontal eye movements at onset of, 


(774). 
Slit-lamp, double, 767. 
ophthalmoscopy, (770). 
Societies, see ophthalmological. 
Sociology, see hygiene. 
Socket, contracted, pressure atrophy mold- 
ing, 
Spasmus nutans, (333). 
Spectacles, correcting, centering of, (1013). 
Goethe and, 687. 
history of, (628). 
in China, (260). 
newer forms, 1000. 
prejudice against, 845. 
telescopic, (153), 908. 
tinted, 604. 
and see contact lenses. 
Sphenopalatine ganglion, anatomy, (786). 
endocranial sympathetic system and, (79). 
Spinal anesthesia, abducens paralysis after, 


ocular paralysis after, (56). 
Spleen opotherapy in hemeralopia, (245). 
Sporothrix infection of lid, 412. 

Spring catarrh, see conjunctivitis. 
Squill dust, keratitis etc. from, (443). 
Squint, see strabismus. 
Staining, acid vital, (148). 
Standardized, Can ‘medical practice be, 1003. 
Steel, intraocular, 
in lens, 305, 970. 
Stereoscopic photography, color, (770). 
of fundus, (691). 
for children with 


vision, (694). 
Stigmatoscopy with A filtered through 
methylen blue, (153 
Strabismus, 754, 755. 
amblyopia and, (334). 
treatment, (696). 
convergent, classification, (526). 
unusual cases, 123, 490. 
early treatment, (695), (1016). 
functional, (332). 
and heterophoria, (155). 
measured correction of by combined tech- 
nique, 173, 224. 
oblique, (334). 
operations, 748. 
paradoxic, (854). 
paralytic, surgical treatment, (695). 
retroplacement for, 720. 
scotomal and, 194. 
surgical correction of, (155). 
therapy and prognosis of, (57). 
visual functions in, 16). 
Streptococcus, facultative anzrobic, 33. 
hemolyticus, 587 
Superior oblique, see muscles. 


strabismus, 


Swiss army, visual acuity testing in, (853), 
burns, Thiersch graft for, 
1 


from bacillus subti- 


lis, (1 
Sympathetic ophthalmia, (163), (533), 597 
(860) 


blind spot in, 804. 

after cataract operation, (702). 

enucleating traumatized eye, 
31) 


after perforation of cornea, (161). 
etiology, (163). 
experimental, (932). 
late, (1026). 
from nonpenetrating wound, 679. 
staphylococcus and tubercle in, (162), 
and see uveal tract. 
Sympathetic paralysis, pupil and accommoda- 
tion, in, (532). 
Sympathetic system and _ sphenopalatine 
ganglion, (79). 
Syphilis, of eye, (241). 
specific therapy and eye, (448). 
and trauma, 506. 
Systemic diseases, including parasites, 4 
(255), (447), (624), (708), (789), (942 


Tabes, iris changes in, (608). 
and paresis, iris syndrome in, (432). 

Tabetic optic atrophy, field changes i in, (353). 

Tabetic paralysis, juvenile, 312 

Takao, trachoma in, (527). 

Targesine in 

Tattooing, experiments, (85 

with gold chloride, (339), (231), 495, (857). 
with India ink, (61). 

with platinum chloride, (157), (857). 
with silver nitrate, (857). 

Teakwood, lid inflammation from, (870). 

Tears, congenital insufficiency, (73). 

Teeth, see dental. 

Telescopic spectacles, (153), 908 

Tenonitis, (70). 

Tension, ,intraocular, and application of cal- 
cium, magnesium, and strontium salts, 
(933). 

in contused eye, (1028). 
experimental variations, (434). 
and physiochemical factors, (932). 
and see glaucoma. 

Teratoma, (707). 

Test card, 301, 588. 

and see visual acuity. 
Tetanus from pepper seed injury, (443). 
Thalamus, tumor of, (2 


Theophyllin and permeability of blood 
aqueous boundary, (241). 

Theotocopuli, 848. 

Therapeutics and operations, (54), (150), 


(324), (524), (692), (771), (851), (loi), 
Therapy, ‘light, (152). 
miscellanea, (152). 
Thermophore, 
(593). 
treatment, 926. 
Third nerve paralysis, (168). 


and tuberculous keratitis, 
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Thorium, (1012). 

Thrombosis, amaurosis fugax and, 397. 
retinal vein, (349), (350). 

Thyroid deficiency ‘and lens regeneration, 


Thyroidectomy, bilateral cataract after, 122. 
exopthalmos after, (868). 
Tobacco-alcohol in, (67). 
Tonometer, control of, (346 
Torticollis, (853). 
Toti operation, trephine in, (618). 
Toti-Mosher operation, 409. 
Toxic amblyopias, see amblyopia. 
and see optic nerve. 
Trachoma, (696). 
in Amsterdam, (856 ). 
autohemotherapy in, (59), (156), (528). 
autoserotherapy in, (156). 4 
bacteriology, 755. 
and bacterium granulosis, 651. 
in Belgium, (700). 
in Caligari, (450). 
in China, (855). 
in Chiwa, (528). 
constitution and, (527). 
Denig’s transplantation, (1020). 
diathermocoagulation, (428). 
eosinophilia in, (59). 
epithelial cell inclusions, 637. 
etiology, (156 
folliculosis and tuberculosis, (528). 
health program, (59). 
infrared irradiation in, (59). 
international league against, 1039. 
in Japan, (81). 
keratitic — in, (775). 
in Lyon, (856 
in Modena, (1018). 
pannus, Denig’s mucous membrane graft 
in, 
milk injections for, (700). 
treatment of, (340). 
pretrachoma, (528). 
stigmata, (526).- 
in Takao, (527). 
therapy, (337). 
treatment, 
with chaulmoogra oil, (428), (696), (855). 
by cold spark, (337). 
by high frequency, (775). 
radical, 765. 
by radium (697). 
in Tunis, (157 
unilateral, (526). 
and x-ray, (1019). 


Trachomatous keratitis (corneal microscope), 


(431). 

Tracolysin in keratitis, (527). 
Tracumen, (58 
Trauma, and chorioretinitis, 591. 

and syphilis, 506. 

and see injuries. 
Trephining, Elliot’s, extraction after, 493. 
Trichiasis, radium for, 686 
Trichiniasis, 834, 178. 
Trichlorethylen, 
Trypanosomes, iridocylitis due to, (343). 


Tubercle bacilli, penetration through con- 
junctiva, (855) 

Tuberculin, hypersensitiveness, (439). 
in ocular tuberculosis, 11, 1 
therapeutic value of, (771). 

Tuberculoma of orbit, (356). 

Tuberculosis, (628), (692), 753. 
antigen, (524). 
choroidal, (80), (345), 492. 
of conjunctiva, (1018). 
and constitution, (625). 
corneal, (340), (1021), (1024). 
diagnosis of, (523). 
experimental, 521, (789). 

of cornea, (1023). 
of eye, (944). 
and sanocrysin, (258). 
of sclera, (930). 
glioma and, (621). 
of iris, ultraviolet light for, (930). 
ocular, anterior, (32 324). 
chemotherapy of, 
pathologic study, (255). 
of optic nerve, (167): 
of orbit, diplopia from, 991. 
of retina, (80). 
of uveal tract, 848: 

Tuberculous, dacryoadenitis, 818. 
keratitis, (430). 
metastatic ophthalmia, (860). 

Tuberculum sellz, meningiomas arising from, 

(246) 

Tucking operation, 173. 
for hyperphoria with headache, 396. 

Tularemia, 839. 

Tumors, (73), (250), (357), (441), (621), 

(707), (787), (939 
anterior chamber, (35 


— 2). (352), (383), 496, (615), 834, 


caruncle, (75). 
choroid, (76), (251), (252), (252), (358), 
(359), (621), 664, 681, (788), (940). 
ciliary body, (74), Ge. (788). 
conjunctiva, (75), (338). 
cornea, (75), (250), 754. 
epibulbar, rare, (74). 
frontal lobe, 124. 
hypophyseal region, 40, (6), 312, 669, (785), 
(866), (1034), (1035). 
Lilliputian hallucinations, (353). 
x-ray for, (3 
intracranial, x-ra therapy of, (937). 
iris, (74), 311, 411, (442), (443), 669 
lacrimal gland, (74). 
lacrimal sac, (940). 
lid, 293, 311, (358), 592. 
limbus, (75), 68 
eye lesions from, 226. 
optic nerve, (358), (868), (1033). 
operative results, ( 
orbit, (73), (74), (250), (251), (252), 412, 
505, (543), (622), 677, 737, (785), (788), 


901. 
retina, (75), (251), (251), (357). 
thalamus, (248). 
uveal tract, (999). 
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Tunis, trachoma in, (157). 
Typhoid treatment of atrophy, (168). 


Ulcer, rodent, (608), (699). 
and radium, 313. 
serpent, (341). 
optochin in, (607). 
spreading, of cornea, (343). 
of sclera, (340). 
and see cornea and sclera. 
Ultraviolet light, for cornez' diseases, (607), 
(857), (1022) 
as Protection against, (445). 
injury, (78), ( 


for iridocyclitis, 
for iris tuberculosis, (930). 
in ophthalmology, 318. 
on rabbit eyes, (443) 
Unilateral sighting, ($8). 
Ophthalmological society 


loss of vision in, 217. 
Uveal tract, disease, and 
aqueous humor, (61), (161), (239), (343), 
(432), frat) (608), (700), (777), (859), 
(930), (10 
Uveal tract, ee etiology, (700). 
melanoma, (940). 
sarcoma, (939). 
tuberculosis, 848. 
Uveitis, dysacusis, alopecia, poliosis in, (609). 
with keratitis, 1000. 
tuberculous, and the thermophore, 593. 


Vaccine therapy in diseases of eye, 11. 
Vascular state and glaucoma, 
Vascularization of vertebrate eye, 919. 
Velonoscopy, (55). 
Velonoskiascopy, 
Vernal conjunctivitis, see conjunctivitis. 
Vertex refraction, 422. 
Vertical divergence and rotation, (774). 
Vienna clinics, 521 
Vienna postgraduate course, 451. 
Vision, binocular, see depth perception. 
black, influence of, (694). 
the new, 601 
nocturnal, in aviator, (450). 
outside the fixation point, (439). 
perimacular, (327). 
peripheral, loss of, after head trauma, 741. 
theory, (329). 
Visual acuity, of bee, (853). 
test, (852). 
testing in Swiss army, (853). 
and see test card. 
Visual base line, measurement of, (427). 
Visual fields, contraction from focal infec- 
tion, 


and see fields. 
Visual pathways, 839. 
Visual phenomenon in extreme Proximity, 


Visual sensations, 422, 

Vital staining, (929). 

Visual tracts and centers, (69), (168), (246). 
(353), (40), (542), (615), (705), 839 
(865), (937), (1034). 

Visual tracts, clinical morpholo affec- 
tions causing compression, (1038). 

Vitreous, anatomy, (935). 

aspiration, 678. 

asteroid hyalitis, 999. 

extraction, 125. 

hernia after cataract extraction, 826, 
after scleral puncture, (349). 

persistent, containing blood, 


loss, hyperopia from, 306. 

nutrition, (436). 

opacities, operative treatment of, (704). 
traumatic, 131. 

structure, 751. 

swelling ‘of, 

and see intraocular fluid. 

and see retina. 


Web fingers, (944). 

Welder, cataract in, (623). 

Wells, ‘William Charles, (259). 
Wills "Hospital clinic, 400, 996, 999. 
Wilmer Institute, 048. 


Xanthelasma, (698). 
Xanthoma of cornea and sclera, (929). 
Xerosis of conjunctiva, (775) 
X-ray, accidents, (771) 
cataract, (446). 
of eyeball, (941). 
iris discoloration from, (344). 
for lens lesions, (445). 
localization of foreign bodies, (77). 
muscwlar insertions for, ( 
prothesis, (851). 
= y, of granulosis, (527). 
ypophyseal tumors, (354). 
of intracranial tumors, (937). 
in ophthalmology, (1011). 
of parenchymatous keratitis, (430). 
in pituitary tumor, 
in retinitis pigmentosa, (539). 
in trachoma, (1019). 


Zona, alcohol nage in, (707). 
Zona ophthalmica, (859). 
Zonular lamella, (535), (934). 
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The successful professional man exercises 


ations, not the binding, establish the value of the treatise. “* 

In selecting diagnostic instruments, the eye physician adheres 
to the same policy. We trust he is influenced toward American 
Optical Bisiioand instruments by their well-founded reputation 
for extreme precision, laboratory-tested materials, skilled crafts- 


men, and dependable service through 171 Branches. 
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